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ECENT advances in chemother- 
apy have changed tuberculous 


meningitis from an invariably fatal 
(lisease to one in which there is every 
reason for early diagnosis and prompt 
institution of treatment. It 
clear that tuberculous meningitis is a 


is now 


curable disease; yet some physicians 
have been discouraged by individual 
failures and, as a result, too often pa- 
tients are treated tardily and incom- 
pletely. These facets, together with 
the disparity between recovery rates 
in medical centers in different parts of 
the world, indicate the need for fur- 
ther studies of the therapy of tuber- 
culous meningitis. 

In this country the most encourag- 
ing results have been those obtained 


‘ who reported 


by Lineoln and Kirmse, 
sixteen mentally normal survivors out 
of twenty-one infants and children 
treated with a combination of strep- 
tomyein and promizole. Levinson? re- 
ported eight survivors out of nineteen 
infants and children treated with 
streptomycin alone, but these patients 


had been observed for only a rela- 
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High*® reported 
six survivors out of twenty-two in- 
fants and children in whom meningi- 
with streptomycin 
sulfones or para- 
In only three of 


tively short period. 


tis treated 
combined with 
aminosalicylie acid. 
the survivors had the 
clearly arrested. Brainerd and Eagle‘ 
reported six survivors after one and 
one-half to two and one-half years out 
of twenty-seven adults and children 
in whom tuberculous meningitis was 
treated with streptomycin. Three of 
these had neurological damage. 
Bunn? described seventy-eight consec- 
utive cases of tuberculous meningitis 
in adults treated with streptomycin 
alone in various Veterans Administra- 
tion hospitals. Two years after the 
beginning of the study, only eleven of 
these survived. 

In England, Smith, and 
Vollum® were able to demonstrate a 
rate in their 
first sixty patients (children and ad- 
ults) treated with streptomycin alone. 
Lorber’ reported ten recoveries out of 
twenty-seven children treated with 
streptomycin. Cathie and MacFar- 


was 


disease been 


Cairns, 


50 per cent recovery 


lane® secured twenty-three recoveries 
in a recent series of forty children 
treated with streptomycin and intra- 
theeal streptokinase. 


However, the 
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British Ministry of Health® could re- 
port only a 28 per cent survival rate 
out of 369 cases of tuberculous men- 
treated in various hospitals 
throughout Great Britain. 


ingitis 


The most promising reports on the 
treatment of tuberculous meningitis 
have come from the European con- 
tinent. Debré and his collaborators" 
at'the Clinique Médicale des Enfants 
Malades in Paris reported 133 sur- 
out of 262 children treated 
with streptomycin. Only five of these 
showed major neurological sequelae. 
Coechi®® in Italy has reported thirty- 
four survivors out of a recent series 


vivors 


of forty patients treated with strepto- 
Dubois” in Bel- 
gium reported twenty-five survivors 
out of sixty-four patients treated with 
and sulfones. Other 
European investigators’ ** have had 
less successful results. 


myein and sulfones. 


streptomycin 


The purpose of this report is to de- 
scribe the results obtained in twenty- 
infants children suffering 
from tuberculous meningitis who have 
been treated at the Los Angeles Chil- 
drens Hospital. Mention is also made 
of the results of therapy in fifteen 
additional patients encountered dur- 
ing this study who had miliary tuber- 
culosis alone. 


six and 


TUBERCULOUS MENINGITIS 
During the past four and one-half 
years at the Los Angeles Children’s 
Hospital, twenty-six infants and chil- 
dren having tuberculous meningitis 
have been treated with streptomycin, 
and most of them with auxiliary tuber- 
culostatie drugs as well. The last twen- 
ty-five patients treated represent con- 
secutive admissions with this disease. 
The diagnosis of tuberculous meningi- 
tis was based on the isolation of tuber- 
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ele bacilli from the cerebrospinal fluid 
of twenty-five patients during life, 
and from the meninges of the remain- 
ing patient on autopsy. Diagnosis 
was confirmed at autopsy in twelve 
of these patients. Permission for 
autopsy could not be obtained in the 
remaining seven deceased patients. 
Table I presents data concerning 
treatment given these patients, and 
the results obtained. 

Tuberculous meningitis has been ar- 
rested in seven patients, and nineteen 
have died of the disease. Exeluding 
from the series the five patients ad- 
mitted in poor or moribund condition 
(who died after one week or less of 
treatment), arrest achieved in 
seven out of twenty-one patients, or 
in 33 per cent. Of the seven infants 
and children in whom tuberculous 
meningitis was arrested, two show no 
demonstrable neurological or intel- 
lectual sequelae, three are mildly 
mentally retarded but currently show- 
ing steady improvement, and two 
show marked mental retardation, De- 
tails of cases arrested for more than 
one year are presented later. 

In this series, neither the prompt- 
ness with which treatment was in- 
stituted after the onset of symptoms, 
nor the presence or absence of miliary 
tuberculosis, the use of intra- 
theeal streptomycin seemed to have 
much influence on the outcome of the 
disease. Of thirteen patients in whom 
treatment was started within ten days 
of the onset of symptoms of meningitis, 
four are living, while of thirteen pa- 
tients in whom treatment was delayed 
until more than ten days after the on‘ 
set of symptoms, three are living. Of 
thirteen patients having a concomitant 
miliary tuberculosis, two are living, 
while of thirteen patients having men- 


was 


nor 








ingitis alone five are living. Of the 
twenty-one patients who received 
more than one week of treatment, 
thirteen received intrathecal as well 
as intramuscular streptomycin, and of 
these four are living. Of eight who 
were given no intrathecal strepto- 
mycin, three are living. 

Reeurrence of tuberculous meningi- 
tis was observed in five patients in 
this series. Three died during recur- 
rences, while in the remaining two 
patients the disease was again success- 
fully treated, and the children have 
subsequently remained well for al- 


most two vears. 


CASE REPORTS 


Case 5.—D. L., a male infant, be- 
came ill with primary pulmonary tu- 
bereulosis at the age of 10 months. 
Under conservative treatment at home, 
he gave evidence of steady healing 
of the primary lesion, and was well 
until the age of 19 months. At this 
time miliary tuberculosis and tuber- 
culous meningitis developed. Menin- 
gitis was not reeognized and treat- 
ment was not started until seventeen 
days after the onset of symptoms. 
The child was then given intramuscu- 
lar streptomycin, 0.25 Gm. every 
twelve hours for a total of 90 days, 
and promizole by mouth. He reeeived 
no intratheeal streptomycin due to the 
rapid appearance of complete spinal 
block. Although he was semicomatose 
for the first three weeks of treatment, 
the child improved steadily and was 
discharged from the hospital at the 
end of three months. At this time he 
was able to sit alone, and to stand 
with support. There was roentgen- 
ographie evidence of clearing of the 
pulmonary miliary tuberculosis, the 
spinal block had cleared, cerebro- 
spinal fluid sugar levels were normal, 
and tubereule bacilli could no longer 
be eultured from the cerebrospinal 
fluid. During the ensuing two and 
three-quarters years the child has re- 
mained at home in consistently good 
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health. He has taken 3 Gm. promizole 
daily during this period. Serial chest 
roentgenograms have shown complete 
healing with ealcifieation of the origi- 
nal primary lesion, and disappearance 
of the miliary shadows. After return- 
ing to his home environment the child 
relearned to walk and talk, became 
toilet-trained, and followed a develop- 
mental pattern normal for his age. 
Forty months after the onset of tuber- 
culous meningitis, at the age of four 
and three-quarters years, this child is 
a healthy, intellectually normal, and 
emotionally stable kindergarten 
schoolboy. 

Case 12.—S. P., a 24-year-old girl, 
was admitted to the hospital in coma 
fourteen days after the onset of signs 
and symptoms of tuberculous menin- 
gitis. Besides signs of meningeal ir- 
ritation, she showed a left facial 
weakness and a spastic left hemi- 
plegia. Chest roentgenogram revealed 
active primary tuberculosis, and skull 
roentgenograms demonstrated suture 
separation. The child was given in- 
tramusecular streptomycin, 0.125 Gm. 
every twelve hours for a total of 125 
days, intrathecal streptomyein (33 in- 
jections of 20 mg. each), and oral 
promizole. At the end of three weeks 
consciousness returned, and the child 
began to take food by mouth. She 
continued to improve slowly, and was 
discharged from the hospital after 
four months of treatment. At this 
time the cerebrospinal fluid was nei- 
ther eytologieally nor chemically nor- 
mal, but eultures for tubereule bacilli 
were negative. A pneumoencephalo- 
gram showed marked dilatation of the 
ventricular system. The child ap- 
peared markedly retarded, was un- 
able to sit unsupported, had a spastic 
left hemiplegia, and diminished vi- 
sion. During the following two years 
at home she has received 4 Gm. promi- 
zole daily, has remained in good phys- 
ical health, and shown eventual com- 
plete healing of her primary pulmo- 
nary tuberculosis. The cerebrospinal 
fluid cell count and chemical values 
became normal eight months after the 
onset of meningitis. Despite excel- 
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lent home eare, the child’s recovery 
from the sequelae of her meningitis 
has been disappointing. Thirty-three 
months after the onset of the disease, 
at the age of 5 years, she is able to 
sit alone and to stand with support, 
but cannot stand alone or walk. She 
says no recognizable words, has some 
diminution in vision, and has a left 
wrist drop as a remnant of the former 
hemiplegia. She shows very few items 
of behavior beyond those of early in- 
faney. 


Case 14.—L. B., a one-year-old boy, 
had had symptoms of tuberculous 
meningitis for nine days when he was 
admitted. He was semicomatose and 
appeared in poor condition, but had 
no loealized neurologieal abnormal- 
ities. Chest roentgenograms revealed 
active primary pulmonary tubereulo- 
sis, and there was evidence of a tuber- 
culous cervical adenitis. The child 
was given intramuscular streptomy- 
cin, 1.0 Gm. every twenty-four hours 
for ninety-five days, intrathecal strep- 
tomycin 50 mg. daily for a total of 64 
injections, and promizole by mouth. 
or some time his condition became 
worse, with the appearance of spas- 
ticity of the extremities, blindness, 
and a continuance of marked stupor. 
At the end of three months a pneumo- 
encephalogram demonstrated marked 
dilatation of the ventricular system, 
and the cerebrospinal fluid cell count 
and protein level were still far above 
normal, although cultures for tubercle 
bacilli had beeome negative. The 
child was discharged to his home un- 
able to sit alone, totally blind, and 
spastic. At home he was given promi- 
zole in a dosage of 4 Gm. daily. He 
hegan to improve rapidly, and within 
a month had regained useful eyesight. 
Two months later he was alert, sitting 
unsupported, and showing a surpris- 
ingly rapid intellectual recovery in 
his home environment. Cerebrospinal 
fluid examination was entirely nor- 
mal. 

Nine months after the onset of tu- 
bereulous meningitis the child had a 
reeurrence, with tubercle bacilli again 
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recovered from the cerebrospinal 
fluid. This occurred despite the fact 
the child had been continuously 
treated with promizole for nine 
months. He was again treated with 
intramuscular streptomycin, this time 
for six months, and with intrathecal 
streptomycin for a total of 40 injee- 
tions. He showed no improvement un- 
til discharged home at the completion 
of intrathecal streptomycin therapy. 
Intramuscular streptomycin and oral 
promizole were continued at home 
and onee again the child became alert, 
learned to sit alone, and to say sev- 
eral simple words. For the past year 
and one-half he has been clinically 
well, but has failed to make further 
developmental progress. He is now 
having oceasionally grand mal con- 
vulsive seizures, and is becoming un- 
controllably aggressive toward his 
parents and a younger sibling. 


Case 15.—C. B. developed tuber- 
culous meningitis at the age of 15 
months. The diagnosis was estab- 
lished and treatment started ten days 
after the onset of symptoms. At this 
time the child appeared in relatively 
good condition. She was irritable but 
not drowsy, could sit alone and stand 
holding onto her crib. There were no 
specifie neurological abnormalities. 
The chest roentgenogram showed an 
active primary pulmonary lesion. The 
child was given intramuscular strep- 
tomyein, 0.5 Gm. every twenty-four 
hours for ninety-six days, plus oral 
promizole. Intrathecal streptomycin 
was not used. Despite her relatively 
good condition at the beginning of 
therapy, the child showed progressive 
deterioration. She soon became blind, 
semicomatose, spastic, and unable to 
take feedings by mouth. Three 
months after the beginning of treat- 
ment the cerebrospinal fluid culture 
was negative but the fluid was not 
normal cytologically or chemically. 
A pneumoencephalogram at this time 
showed marked ventricular dilatation 
(Fig. 1). The child was discharged 
home blind, spastic, and unable to 
even lift her head in the prone posi- 
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tion. At home she was given oral 
promizole, and began to show neu- 
rological improvement, but in two 
months developed a recurrence of tu- 
berculous meningitis with acute symp- 
toms and a _ positive cerebrospinal 
fluid culture. 

The child was retreated with intra- 
muscular streptomycin, this time for 
six months. The antibiotic was not 
given by the intrathecal route, and 
the last three months of intramuscular 
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sion with prolonged postconvulsive 
coma, and with slow return to her 


previous intellectual status. 


Case 17.—P. C., a 21-month-old girl, 
was admitted to the hospital with 
miliary tuberculosis, and with symp- 
toms of meningitis of six days’ dura- 
tion. She was very acutely ill at this 
time, but was alert, able to sit alone, 
and showed no neurological abnor- 
malities other than nuchal and spinal 
rigidity. Chest roentgenograms re- 





Table I. 


‘ase 15, 


therapy were given on an out-patient 
basis. Steady neurological and in- 
tellectual improvement started three 
months after the onset of recurrence. 
Six months after the recurrence, or 
one year after the onset of the first 
attack, the cerebrospinal fluid first 
became normal. The child progres- 
sively learned to hold her head up, 
then to sit alone, regained her vision, 
and began to talk. Thirty months 
after the onset of her meningitis, at 
the age of 31% years, she is still tak- 
ing promizole, is physically well, 
walks with support, and speaks in 
short sentences. However, she has 
recently had a severe febrile convul- 





Pneumoencephalogram three months after onset of meningitis. 


vealed primary tuberculosis and a 
diffuse miliary infiltration. The child 
was given intramuscular streptomycin, 
1.0 Gm. every twenty-four hours, with 
the addition of oral promizole, PAS, 
and tibione. Intratheeal streptomycin 
was not used. At the end of three 
months the child was discharged 
home, and intramuscular streptomycin 
was reduced to 1.0 Gm. every forty- 
eight hours. Tibione was discontinued 
at the end of five months, and strepto- 
mycin and PAS were stopped at the 
end of six months. The child failed 
to undergo the deterioration seen in 
many patients having tuberculous 
meningitis, and appeared neurolog- 
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ically normal when discharged to her 
home three months after onset of the 
disease. At this time a pneumoen- 
cephalogram showed moderate ven- 
tricular dilatation. (Fig. 2.) Once at 
home the child rapidly relearned to 
walk and talk, became cheerful and 
friendly, and accomplished toilet train- 
ing. Six months after the onset of 
meningitis her cerebrospinal fluid had 
become normal, and chest roentgeno- 
grams showed the primary tuberculosis 
healing and the miliary lesions healed. 
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were neither signs nor symptoms of 
meningitis, lumbar puncture disclosed 
the usual cerebrospinal fluid findings 
of tuberculous meningitis, and the ecul- 
ture subsequently proved to be posi- 
tive. Treatment was started immedi- 
ately with intramuscular streptomycin, 
1.0 Gm. every twenty-four hours, and 
oral promizole, PAS and tibione. In 
addition, 31 intrathecal injections of 
50 mg. streptomycin were given. 
Despite the early institution of ther- 
apy, the child rapidly became worse. 





Fig. 2. 


Table I. 


Case 17, 


Promizole was discontinued one 
year after the onset of meningitis, and 
the child has remained in good health. 
Twenty-four months after the begin- 
ning of her illness, at the age of 33, 
years, the child is neurologically and 
intellectually normal. 


Case 19.—J. R., a 15-month-old male 
infant, was admitted because of a 
bilateral otitis media, resistant to the 
usual therapeutic measures. Routine 
tuberculin testing, followed by chest 
roentgenograms, demonstrated that he 
had in addition active primary pul- 
monary tuberculosis. Although there 








Pneumoencephalogram three months after onset of meningitis. 


Vision was lost, spasticity and opistho- 
tonus developed, the child became 
comatose and had a severe tremor and 
occasional convulsions. He remained 
in coma for more than three months. 
At the end of this period a pneumo- 
encephalogram showed marked dilata- 
tion of the ventricular system. (Fig. 
3.) In the fourth month of therapy 
the child began to respond, and slowly 
regained vision. Hospitalization was 
prolonged while efforts, including 
bilateral mastoidectomy, were made 
to arrest a severe chronic otitis media 
and mastoiditis. Tubercle bacilli 
could not be recovered from cultures 














of the mastoids or of discharge from 
the ears. After more than six months 
of therapy, the cerebrospinal fluid 
finally became normal, and all treat- 
ment was discontinued except for 
promizole. The child was discharged 
home markedly mentally retarded and 
spastic. In the home environment he 
showed an immediate acceleration of 
mental development. Twenty months 
after the onset of tuberculous menin- 
gitis, at the age of 3 years, he is alert, 
has useful vision, sits alone, walks 
with support, says simple words, and 
gives promise of even further re- 
covery from the residua of his menin- 


vitis. 
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losis had meningitis as well, and have 
been ineluded above in the meningitis 
series. Table II presents data con- 
cerning the treatment given patients 
having miliary tubereulosis, and the 
results obtained. 

In each of these fifteen infants and 
children the diagnosis of miliary 
tuberculosis was based on the typical 
roentgenographie appearance of the 
lung fields, and on the presence of a 
Mantoux _ test. Tubercle 
bacilli were isolated during life from 


positive 


twelve of these patients, and during 





Fig. 3 Case 19, Table I. 
MILIARY TUBERCULOSIS 


Fifteen infants and children have 
been treated for miliary tuberculosis 
alone during the last five years at the 
Los Angeles Childrens Hospital. All 
of them received streptomycin, and 
eight of them were given additional 
tubereulostatie drugs. Thirteen other 


treated patients with miliary tubereu- 





Pneumoencephalogram three months after onset of meningitis. 


a later episode of meningitis from one 
of the 
Streptomycin was given from three to 
eight 
whom an arrest of miliary tubercu- 
In addition, three 
promizole for 


three remaining patients. 


months in those patients in 


losis was achieved. 
patients were given 
significant periods, and another five 
both promizole and PAS. 

Miliary tabereulosis was arrested in 
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fourteen patients, while one, who was 
started, 
succumbed promptly to the infection. 
Of the fourteen infants and children 


moribund when treatment 


in whom miliary tuberculosis was ar- 
rested, seven are in good health from 
sixteen to sixty-one months later, one 
now has active bone tuberculosis, 
three still 


tuberculosis, one died of a progressive 


have active pulmonary 
primary tuberculosis, and two later 
developed tuberculous meningitis to 
which they suecumbed. Of the seven 
patients in whom miliary tubereulosis 
was arrested, but who now have 
active tuberculosis or have died of 
the disease, three had such severe 
tubereulous lesions at the start of 
therapy that one could hardly have 
favorable 


anticipated a response. 


Two recently treated patients eur- 
rently give every indication that they 
will make an uneventful recovery 
from their healing primary pulmonary 
tuberculosis. 

Two patients (Cases 3 and 8) de- 
veloped a benign meningitis during 
the course of their miliary tubereu- 
losis which was characterized by a 
lymphocytic pleocytosis of the cere- 
brospinal fluid. Chemieal levels were 
not altered, and tuberele bacilli eould 
not be isolated from the cerebrospinal 
fluid. In 


considered to be the serous tuber- 


retrospect, this has been 


culous meningitis deseribed by Lin- 
coln,’* and believed by her to be the 
result of a perifoeal reaction around 
a tubereulous lesion in the brain, asso- 
ciated with an extension of tubereu- 
losis elsewhere in the body. In each 
instance the condition was mistakenly 
diagnosed at the time as true caseous 
intra- 


tuberculous meningitis, and 


theeal streptomycin was needlessly 


administered. 
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THERAPY 

The therapeutic regimen for tuber- 
culous meningitis has varied somewhat 
as experience accumulated during the 
Attention is 
Intra- 


course of this study. 
directed to Table I for details. 
museular streptomycin dosage has 
ranged from 0.25 to 1.0 Gm. daily, 
patients re- 
ceiving 1.0 Gm. daily. In relation to 
body weight, the dosage varied be- 
tween 25 and 125 mg. per kilogram 


per day, with twenty of the twenty- 


with the majority of 


six patients receiving more than 50 
Strepto- 
mycin was given at first every three 
hours, then every twelve hours, and 
in the thirteen most recently treated 
patients twenty-four hours. 
When streptomycin treatment has 
been continued after discharge from 
the hospital, injections have been 
further reduced to once every forty- 
eight hours. In this series, there was 
no evidence that the higher daily doses 
of intramuscular streptomycin used, 
or the more frequent injection sched- 
ules used, favorably influenced the 
disease. In_ those 


mg. per kilogram per day. 


every 


course of the 
patients in whom tubereulous menin- 
gitis has been arrested, intramuscular 
streptomycin has been given for 
periods of three to seven months. 
Intrathecal streptomycin has been 
used in fifteen of the 26 patients. 
The dosage used has varied from 20 
to 50 mg. per injection, with most 
patients receiving the latter dosage. 
Injections have been given daily, or 
every other day when toxic effects 
were noted, and the total number of 
injections given has ranged from 20 
to 1094 in patients surviving beyond 
the first week of treatment. The de- 
cision as to whether or not intrathecal 








eee 
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streptomycin should be used has not 
been based on the gravity of the 
patient’s condition at the start of 
therapy. As has been stated above, 
there was no evidence in this series 
that patients receiving intrathecal 
streptomycin had a more favorable 
outeome than those who did not. 

Promizole has been used as an 
adjuvant tubereulostatie agent in 
eighteen patients. Daily oral dosage 
has varied between 2 and 8 Gm., with 
most patients receiving 3 or 4 Gm. 
This dosage has been sufficient to pro- 
duee serum promizole levels of 1 to 4 
mg. per 100 ¢.c. in nine patients on 
whom this determination was carried 
out. The six infants and children 
whose meningitis has been arrested 
have received promizole continuously 
since the beginning of treatment, for 
periods ranging between fifteen and 
thirty-five months. Para-aminosalicylic 
acid has been given to seven patients 
in an oral dosage of 2 to 4 Gm. daily, 
and to one additional patient in a 
daily intravenous dosage of 2 Gm. 
Four patients have been treated with 
tibione in a daily oral dosage of 2 
mg. per kilogram. 

Finally, three patients were given 
neomycin B in addiiton to strepto- 
mycin. Neomycin was injected intra- 
muscularly every twelve hours, and 
was given in a daily dosage of 0.5 Gm., 
for periods ranging from twenty-six 
to thirty-nine days. The details of 
this trial are reported elsewhere.'* In 
these three patients neomycin exerted 
no favorable effect on the course of 
tubereulous meningitis. 

Altogether twenty-two out of the 
twenty-six patients received one or 
more other tubereulostatie agents in 
addition to streptomycin, and the seven 
arrested cases all belong to this group. 





In this small series it was not possible 
to assess the relative merits of 
promizole, PAS, and tibione. It is 
also clear that continued administra- 
tion of promizole after initial arrest 
of tuberculous meningitis does not 
guarantee against recurrence. In this 
series, meningitis recurred during 
promizole therapy in three out of 
eight patients whose initial attack 
had been arrested. 


TOXIC EFFECTS OF THERAPY 


No serious toxic reactions to the use 
of intramuscular streptomycin were 
encountered among thirty-nine in- 
fants and children treated for miliary 
or meningeal tuberculosis. All 
patients treated for six weeks or more 
with streptomycin showed loss of 
vestibular function as determined by 
calorie testing. In those patients 
making good recoveries, however, this 
has proved no handicap. Although 
calorie testing has not been repeated 
in these children, they show no ab- 
normality of gait and no ataxia. In 
no patient has gross hearing loss at- 
tributable to use of streptomycin been 
observed. No evidence of renal 
damage produced by long-continued 
administration of streptomycin has 
been encountered in these infants and 
children. Occasional patients have 
shown mild local reactions at the sites 
of streptomycin injection. A severe 
generalized macular skin eruption oe- 
curred in one patient, but disappeared 
when dihydrostreptomycin was sub- 
stituted for streptomycin. 

Seventeen patients received intra- 
theeal streptomycin during their 
course of treatment. Fifteen of these 
had tuberculous meningitis, and two 
were erroneously given intrathecal 
streptomycin when serous tubereulous 








meningitis appeared during the course 
of therapy for miliary tuberculosis. 
No patients were given streptomyein 
intracisternally or intraventricularly. 
Mild toxie reactions to the intrathecal 
use of streptomycin were common, 
and consisted in increased vomiting, 
fever, and irritability shortly after 
each injection. In several patients 
these reactions necessitated reducing 
the frequency of intratheeal injee- 
tions. One patient developed signs of 
a transverse myelitis at the site of 
intrathecal streptomycin injection on 
Another patient 
had repeated generalized convulsions 


several occasions. 
when intrathecal streptomycin was 
given daily, but not when the drug 
was given at forty-eight-hour or 
greater intervals. 

Twenty-six patients received promi- 
zole as an additional tubereulostatic 
agent during therapy for miliary or 
meningeal tuberculosis, seven of them 
for more than one year. In only two 
patients did important toxie reactions 
oceur. One infant developed marked 
cyanosis without respiratory distress 
on each of two oceasions shortly after 
promizole had been administered. 
Blood drawn during these cyanotic 
episodes was chocolate colored, but on 
spectroscopic examination failed to 
show methemoglobin or sulfhemo- 
globin. On both oeeasions the cyanosis 
twelve hours when 


cleared within 


promizole was discontinued and 
aseorbie acid administered intrave- 
child suddenly 


developed a severe hemolytic anemia, 


nously. A second 


with marked cyanosis, respiratory dis- 
blood 


approximately ten days after the in- 


tress, and chocolate-colored 


stitution of promizole and PAS ther- 


apy. Spectroscopic examination of 
the blood was not earried out. The 
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when 
promizole and PAS were discontinued 
and_ blood 
Vomiting occurred in many patients 


patient reeovered promptly 


transfusion was given. 


given promizole, but was probably 
due to the meningitis rather than to 
the drug. Burgundy 
urine was encountered regularly in all 


red-eolored 


patients given promizole when the 
drug was given in adequate amounts. 
This color is apparently produced by 
an unidentified degradation product 
of promizole exereted by the kidneys. 
No acceleration in the development of 
secondary sex characteristics, nor en- 
largement of the thyroid gland as de- 
seribed by Lincoln and Kirmse,’® was 
found in any patient given promizole. 
In several autopsied cases in which 
the thyroid was examined, there was 
no gross or microscopic abnormality 
Serum iodine levels 
patients 


of the gland. 
were determined in eight 
after three months of 
promizole therapy, and in each in- 


more than 


stance were within normal limits. 

No clear-cut toxic reactions to para- 
aminosalicylic acid were noted among 
the sixteen patients given this drug. 
Vomiting occurred frequently during 
PAS administration in patients having 
tuberculous meningitis, but probably, 
as during promizole administration, 
was a result of the disease rather than 
a toxie effect of the drug. 

No toxie reactions to the thiosemi- 
earbazone, tibione, were noted in the 
four infants and children who received 
this compound. 

Three patients with tuberculous 
meningitis were given neomycin B 
in addition to streptomycin. One 
patient developed sterile abscesses at 
the sites of neomyein injection. All 
three patients at autopsy showed a 
pronounced toxie nephrosis affecting 





tata 2 
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the renal tubules, and apparently pro- 
the 
patients developed microscopie hema- 


dueed by neomycin. These 
! turia and eylindruria during neomycin 
therapy, but nitrogen retention was 
Details 


this toxie reaction to neomycin are 


: not detected clinically. of 


reported elsewhere."* 


BACTERIAL SENSITIVITY 
STREPTOMYCIN 


TO 


to 
streptomycin were carried out in six- 


Studies of bacterial sensitivity 


teen patients with tuberculous menin- 


TABLE IIT. 


streptomycin therapy. 


vitis. All of them had received during 
therapy some tuberculostatie agent in 
iddition In 


to streptomycin. vitro 





sensitivity tests were performed in 
. Lowenstein’s solid medium, to which 
streptomycin had been added, ae- 
cording to the method of Robinson, 





Table Ill 
rable Il 


Cummings, and Patnode."® 
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lists these results. Of the twenty-six 
strains of tubercle bacilli tested, only 
one showed significant streptomycin 
resistance. 

It will be seen that of nine patients 
from whom it was possible to isolate 
tuberele bacilli after 
more of streptomycin treatment, in 
11, did the 
bacilli become streptomycin-resistant. 
examination of this 
patient’s brain disclosed two tuber- 
culomas. It is worth noting that in 
four patients who had recurrences of 


six weeks or 
only one patient, Case 


Post-mortem 


BACTERIAL SENSITIVITY TO STREPTOMYCIN IN TUBERCULOUS MENINGITIS 


PRIOR 
SOURCE OF STREPTOMYCIN STREPTOMYCIN SENSITIVITY, 
TUBERCLE TREATMENT uG/C.C. 
ASE BACILLI (DAYS) 10 25 100 1,000 
5 CSF None X 
7 Mastoids 88 x 
CSF 102* X 
8 CSF 132* xX 
CSF 179" X 
CSF 306* xX 
9 CSF None Xx 
CSF 46 X 
10 CSF None xX 
11 CSF 15 Xx 
CSF 39 xX 
CSF 96 X 
12 CSF None X 
13 CSF None X 
14 CSF None X 
CSF 95* X ; 
15 CSF None X 
CSF 96* Xx 
17 CSF None X 
CSF 27 X 
CSF 46 X 
19 CSF None X 
20 CSF None X 
21 CSF None X 
22 CSF 90* xX 
CSF 100* X 
23 Meninges at autopsy 266" X 
*Bacilli isolated during occurrence of tuberculous meningitis after previous successful 


tuberculous meningitis after previous 
8, 14, 


and 15) and in two patients who de- 


streptomycin therapy (Cases 7, 


veloped meningitis after previous sue- 
treatment 
99 


cessful streptomyein for 


miliary tuberculosis (Cases and 


23), the infecting organisms remained 


streptomycin-sensitive. In this series, 
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the development of bacteria] resist- lesser number of miliary tubercles in 
anee to streptomycin did not appear the meninges and on the surfaces of 
to be a factor in the failure to arrest the brain. In most instances the 
many eases of tuberculous meningitis. ependyma and the choroid plexi con- 





R. 


Fig. 4. i, Case 20, Table I. Section through fourth ventricle, showing ependymal tubercles 
B, Same case, showing tuberculoma of right cerebellar hemisphere. 
PATHOLOGIC FINDINGS IN TUBERCULOUS tained numerous miliary tubercles 

MENINGITIS (Fig. 44). Eight of the autopsied 

Autopsies were performed in twelve patients showed caseous primary pul- 
treated cases of tuberculous meningitis, onary foci, while four had healed 
In each case examination of the brain fibrous or calcified primary lesions. 
disclosed the usual thick, organizing Of the nine patients who had a con- 
exudate at the base, and a greater or current generalized miliary tubercu- 
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losis at the onset of their meningitis, 
in only two were these miliary lesions 
healed at the time of autopsy. 
Communicating hydrocephalus was 
a common autopsy finding, and air 
studies made it clear that this is 
usually present as well in patients 
surviving tuberculous meningitis. Of 
the twelve examined, ten 
showed moderate to marked dilata- 


brains 


tion of the entire ventricular system. 
In only two of these ten could any 
obstruction be demonstrated within 
the ventricular system at autopsy; 
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of these lay close to the surface of the 
brain, and the adjacent meninges were 
thickened and 
tubercules, suggesting that they may 


contained numerous 
have served as the points of origin of 
the meningitis. The tuberculous end- 
arteritis of the vessels supplying the 
brain described by Winter’? was not 
observed, and oeelusion of blood 
vessels resulting in multiple ischemic 
softenings within the brain were not 
However, a systematic 
search for these vascular changes was 


encountered. 


Sem 





Fig. 5.—Case 23, Table I. 

in each of these the aqueduct of 
partially blocked by 
greatly thickened ependyma. In the 
remaining eight hydrocephalie brains 


Sylvius was 
. 


the ventricular dilatation was pre- 
sumably due to obstruction to the flow 
of cerebrospinal fluid in the sub- 
arachnoid pathways over the cerebral 
hemispheres, but such an obstruction 
could not be demonstrated. 

In five of the twelve’ brains 
examined, one or more tuberculomas 


were found (Figs. 4B and 5). Several 





Showing small tuberculoma of right parietal lobe. 


In none of the autopsied 
patients was spinal block found. In 


not made. 


fact, the only patient in the series in 
whom spinal block did occur, Case 5, 
made a complete 
though the early occurrence of block 
intrathecal 


recovery even 


prevented the use of 
streptomycin. 

In most of the autopsied patients 
the reason for the failure of treatment 
to arrest tuberculous meningitis was 


not obvious. As mentioned above, 





five patients were found to have 
tuberculomas, and in some of these it 
is possible that these large tubereu- 
lous foei continued to empty tuberéle 
bacilli into the cerebrospinal fluid 
just before death. In one additional 
instance, Case 10, death appeared due 
to a massive intraventricular and sub- 
arachnoid hemorrhage which  ap- 
parently arose from a tubereulous in- 
volvement of blood vessels in the 
choroid plexi. In the remaining 
autopsied cases, no obvious pathologic 
reason for the failure of treatment 
could be found. 
DISCUSSION 

The low rate of survival of this 
series of twenty-six treated cases of 
tuberculous meningitis is disappoint- 
ing, especially since but two of the 
seven patients whose disease has been 
arrested have eseaped neurological 
sequelae and mental retardation. 
These results compare unfavorably 
with those of Lineoln' and _ severa! 


8, 10 


European investigators,’ who 
secured survival percentages of 50 
per cent or better, and few of whose 
surviving patients showed significant 
brain damage. 

It is clear that streptomyein, while 
it remains the best known chemo- 
therapeutic agent for tuberculosis, is 
by no means adequate for the regular 
cure of tuberculous meningitis. Ex- 
perience in this series with neomycin, 
which originally gave promise of be- 
coming as valuable a tubereulostatic 
agent as streptomycin,'* ' has shown 
it to be valueless. Animal experi- 
ments have indicated that tubereulo- 
static compounds such as para-amino- 
salieylie acid, the various sulfones, 
and the thiosemicarbazones are useful 
adjuvants to streptomycin in the 
chemotherapy of tuberculosis. Whether 
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their use in the treatment of tubereu- 
lous meningitis decreases mortality 
has not yet been proved. Experience 
in this series suggests that the 
rationale for their use is the simple in- 
creasing of the tuberculostatic effect 
of streptomycin, rather than the delay 
or prevention of the emergence of 
streptomycin-resistance in the infeet- 
ing tubercle bacilli. In this series the 
continued use of promizole after the 
arrest of tuberculous meningitis did 
not appear to be an effective means of 
preventing recurrence. It is obvious 
that highly successful therapy of 
tuberculous meningitis awaits the de- 
velopment of better antibioties than 
streptomycin, 

Meanwhile further study of possible 
modifieations of existing therapeutic 
regimens is worth while, especially in 
order that the tragedy of intellectual 
deterioration in arrested cases may be 
avoided. Better pathologie study of 
the brains of patients dying from 
chronie treated tuberculous meningi- 
tis is needed, since it is apparent that 
death is not eaused simply by the 
toxie effects of the tuberele bacilli in 
the meninges. There is lack of agree- 
ment as to whether loss of functioning 
brain substance is due primarily to 
obstruction to cerebrospinal fluid flow 
in the ventricular system and in the 
cortical subarachnoid pathways _re- 
sulting in hydrocephalus, or to ische- 
mie softening subsequent to tubereu- 
lous arteriolitis with intimal prolifer- 
ation and thromboses. The autopsy 
studies in this series failed to elarify 
this problem. If the former hypothe- 
sis is correct, then the intrathecal use 
of the streptococcal enzyme strepto- 
kinase as described by Cathie,* *° or 


of tuberculin as used by Smith and her : 





associates,® 7! both of which are 








thought to dissolve the fibrinous exu- 
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date of tuberculous meningitis, may 
be helpful. If the latter hypothesis is 
correct, the addition of heparin to 
parenteral streptomycin therapy now 
being used by the Army*®? may prove 
valuable. 

The difference in salvage rates in 
various series of treated tuberculous 
meningitis patients is difficult to ex- 
plain. While it is generally agreed 
that the mortality is higher in ad- 
ults,** there are marked discrepancies 
in mortality rates of groups of chil- 
dren treated in substantially the same 
manner. One possibility is a difference 
in virulence between human and bo- 
vine strains so far as the central nerv- 
ous system is concerned. Presumably 
the proportion of bovine infections is 
higher in the series treated in various 
European centers, than it is in series 
of patients treated in the United 
States, where salvage rates are gen- 
erally lower. Debré and his collabo- 
rators®* in a very large series of pa- 
tients have found the mortality con- 
siderably higher in infants than in 
older children. In the present series, 
however, there were five recoveries 
among seventeen patients aged 2 
years or less, and but two recoveries 
among eight children older than 2 
years. 

A likely explanation for the dis- 
crepancy in salvage rates between dif- 
ferent series is variation in the 
promptness of starting therapy. The 
symptoms of early tuberculous menin- 
gitis are commonly so vague that a 
correct diagnosis is not made for one 
or more weeks. Besides this, it seems 
likely that the meningitis often ante- 
dates the first symptoms of the dis- 
ease by some days. In the present 
series only a few patients were known 
to have primary tuberculosis at the 
time of their admission to the hospital 
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with obvious meningitis, and it is 
probable that meningitis had existed 
prior to the institution of treatment 
for even longer than the patients’ his- 
tories suggested. In a medical center 
where children are hospitalized for 
primary tuberculosis, and where cere- 
brospinal fluid examinations are done 
at routine intervals and at the appear- 
ance of the least untoward symptoms, 
treatment of the disease could be in- 
stituted much earlier, and better ther- 
apeutie results might be expected. 
The use of or failure to use intra- 
theeal streptomycin may aceount for 
differences in mortality in various 
series of cases of tuberculous menin- 
gitis. Most investigators strongly 
urge routine administration of strep- 
tomycin by the intrathecal route, and 
recommend that if spinal block pre- 
vents injection in the lumbar space, 
it should be given intracisternally or 
intraventricularly. However, Levin- 
son? was able to report eight survi- 
vors of nineteen children treated with 
intramuscular streptomycin alone 
some three to fifteen months after the 
start of therapy. In the present series 
there was no significant difference in 
therapeutic result between those pa- 
tients given intrathecal streptomycin 
and those who did not receive the 
drug by this route. On the other 
hand, unpleasant toxie effects of in- 
trathecal streptomycin administration 
were common. It is worth noting 
that there is evidence that streptomy- 
cin crosses the blood-brain barrier in 
the presence of inflammation of the 
meninges, and that during active 
tuberculous meningitis it may be 
found in the cerebrospinal fluid after 
parenteral administration in a con- 
centration sufficient in vitro to pre- 
vent the multiplication of tubercle 
bacilli? The question of the advisa- 








T06 THE 
bility of using intrathecal streptomy- 
the of 


meningitis could probably best be de- 


cin in treatment tuberculous 
cided if, in a large series of otherwise 


uniformly managed cases, alternate 
patients only were given the drug by 
the intrathecal route. 

lf 


streptomycin 


intrathecal administration of 


were proved unneces- 
sary, it would seem important to dis- 
charge children’ with  tubereulous 
meningitis from the hospital at the 
earliest possible point in therapy, and 
to the 


This reduce 


home. 
the 


great economic cost of curing tubercu- 


continue treatment in 


would materially 


lous meningitis, and would largely 


remove the physician’s present temp- 


tation to discontinue parenteral ad- 
ministration of streptomycin too 
early. Results in the present series 
also suggest that the optimal intel- 


leetual and emotional recovery of the 


infant or child suffering from tuber- 


culous meningitis is facilitated by 
early return to the home = environ- 
ment. Several arrested cases left the 
hospital badly deteriorated, blind, 


and with roentgenographie evidence 


of marked reduction in brain sub- 
stance, only to show rapid return of 
eyesight, restoration of mental fune- 
tion, and weight gain at home. 
Until better chemotherapeutic sub- 
stances are developed for the treat- 
ment of tuberculosis, an improvement 
rates for children suffer- 


in salvage 


ing from tubereulous meningitis 


would seem to depend upon the fol- 


lowing measures: 


1. A routine search for primary tu- 
bereulosis among well babies and ehil- 
dren through widespread use of the 
tubereulin test, and subsequent chest 
roentgenograms where necessary. 

2. Prompt examination of the cere- 
brospinal fluid when unexplained fe- 
vomiting, irritability or listless- 


ver, 
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ness occur in children known to have 
primary tuberculosis. 

3. Immediate institution of treat- 
ment in all ehildren known or sus- 
pected to have tuberculous meningi- 
tis, regardless of severity of symp- 
toms. 

4. Continuance of intramuscular 
streptomycin treatment for at least 
six months, and use of relatively non- 
toxie adjuvant drugs such as para- 
aminosalicylie acid and promizole for 
longer periods. 

5. Routine and vigorous retreat- 
ment when recurrence appears. 

6. Transfer of the child to the home 
environment at the earliest feasible 
point in the course of treatment. 


SUMMARY 


This report describes the treatment 


of twenty-six infants and children 


suffering from tuberculous meningitis, 
and of fifteen additional patients hav- 


ing miliary tubereulosis alone.  Ar- 
rest of tuberculous meningitis was 


achieved in seven patients, although 
but two of these are mentally normal. 
Miliary tuberculosis was arrested in 
fourteen of fifteen patients, and seven 
of these are currently in good health. 


All patients were treated with 
streptomycin, and most were given 
additional tubereulostatie drugs. The 


therapeutie value of promizole, para- 
aminosalieyvlie acid and tibione as aux- 
iliarv agents to streptomycin in the 
treatment of tuberculous meningitis 
was not clarified. Neomycin appeared 
to have no beneficial therapeutic effect, 
and showed marked nephrotoxicity. 
Promizole failed to 


prevent recurrences in patients whose 


administration 


original meningitis had been arrested. 
In this the intratheeal 
use of streptomycin did not appear to 


small series 


improve therapeutic results. 
The emergence of streptomycin-re- 
sistant tuberele bacilli was not an im- 


portant factor in the low recovery 
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rate from tuberculous meningitis in 
this series. Cerebral tuberculomas, 
and especially the development of 
communicating hydrocephalus, played 
a major part in treatment failures. 
Air studies on surviving patients dem- 
onstrated, however, that even in the 
presence of marked hydrocephalus, 
considerable recovery of mental fune- 
tion may occur, 

Possible explanations are suggested 
for the marked discrepancy between 
survival rates for tuberculous menin- 
gitis in various medical centers. It 
seems clear that pending the discov- 
ery of an antituberculous agent more 
effective than streptomycin, more at- 
tention must be devoted to modifiea- 
tions of therapy designed to prevent 
the loss of brain substanee which oe- 
curs so regularly during the course of 


tuberculous meningitis. 


The author wishes to express his appre- 
ciation to Dr. C. Richard Smith of the 
Barlow Sanatorium for performance of the 
streptomycin sensitivity determinations, and 
to Drs. Frank M. Anderson and Russell 
Sands of the Childrens Hospital for the 
pneumoencephalograms and developmental 
evaluations respectively on children recover- 
ing from meningitis. 
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TUBERCULOUS MENINGITIS 


O. RuziczKa, M.D. 


VIENNA, 
UBERCULOUS meningitis is 
neither a rare nor common dis- 


the United States. For chil- 


dren under 4 years of age 383 deaths 


ease in 


from this cause were reported in the 
entire United States for the year 1948 
38: 145, 1951). In Enu- 


rope the disease was especially com- 


(J. PErprar, 


mon during the years following World 
War II, and it was possible to obtain 
extensive experience in its treatment 
We think that 
this experience may be of importance 


with streptomycin. 
for the clinies and hospitals which see 
The first 
streptomycin was received the middle 
of February, 1947. We observed the 
effectiveness of the drug in the treat- 
ment of When after 
three weeks no more streptomycin was 
available, the died sud- 
denly after a previous improvement. 


only a few cases yearly. 


two children. 


two children 


We received more streptomycin in the 
fall of 1947 as a gift from the Interna- 
tional and Relief 
and the Unitarian Service Committee. 
1948 streptomycin 
the 


Rescue Committee 
In the spring of 
was received regularly through 
Marshall Plan. 

From November, 1947, to the end of 
December, 1950, a period of thirty- 
seven months, 114 children with men- 
ingitis were treated with streptomycin. 
Our report is as of Jan. 1, 1952, follow- 
ing treatment instituted at least twelve 
months and up to forty-nine months 
previously. The statistics include all 
the patients even if they were treated 
eens of Pediatrics, Uni- 
of Medicine. 


the 
of Vienna, 


Department 
School 


From 
versity 


AUSTRIA 


with streptomycin for one day only. 
Of the 114 children, sixty children 
(52.6 per cent) were alive at the be- 
ginning of 1952 and fifty-four children 
(47.4 per cent) have died. Statisties 
of the children who only had tubereu- 
and had 
tuberculous meningitis associated with 


lous meningitis those who 
miliary tuberculosis are given in Tables 
I and II. 

In fifty-four of the sixty surviving 
children we the tubercle ba- 
eilli in the fluid 
guinea pig inoculation and histological 
In three 


verified 
cerebrospinal by 
examination of the animals. 
cases of meningitis and in three cases 
of meningitis associated with miliary 
tuberculosis the inoculation was incon- 
elusive, because the animals died pre- 
maturely from other causes or because 
the the children with 
streptomycin was started in another 
hospital and then was continued at our 
clinic. After a few days of streptomy- 
cin treatment the 
usually negative. 

that these six children had tuberculous 


treatment of 


inoculation test is 


However, we believe 


meningitis because of the ease history, 
the typical cerebrospinal fluid at the 
beginning of the treatment, a positive 
tubereulin test, alterations of the pa- 
pillae of the optic nerve, the spinal 
block, the internal hydrocephalus, and 
in three eases the associated miliary 
tuberculosis. 

All children were treated with strep- 
tomyecin intramuscularly and _intra- 
theeally. 
40 mg. per kilogram per da 


The intramuscular dose was 
y, up to 2 


. 
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(im. daily. In the beginning we gave 
seven injections per day, but at present 
we give only five (one injection every 
four hours with an eight-hour break 
during the night), continuing until re- 
When the 


cerebrospinal fluid is normal we reduce 


covery has been achieved. 


the dosage of streptomycin to 30 mg. 
per kilogram per day, and after an- 
other two to four weeks to 20 mg. per 
kilogram per day. If there is no com- 
plication we discontinue the intramus- 
cular administration after another 
month or two. 

The intrathecal dose was 2 mg. per 
In 


kilogram per day for one week. 


TABLE I. TUBERCULOUS MENINGITIS 
Treatment started between November, 1947, and Dec. 31, 1950. Number of survivors at 
successive intervals after treatment started. 
Report Jan. 1, 1952 

AGE TIME ELAPSED SINCE THE START OF TREATMENT 
( YR.) 0 1 WK. 1 MO, 3 MO, 6 MO, 9 MO. 12 MO, AND MORE 
0-3 17 13 10 9 9 8 7 (1)* 
3-7 16 15 14 12 12 12 10 

7-16 15 14 12 12 12 1] 10 (2)* 

*For these children there is no positive guinea pig test as explained in the text. 

TABLE IT. TUBERCULOUS MENINGITIS ASSOCIATED WITH MILIARY TUBERCULOSIS 

Treatment started between November, 1947, and Dee. 31, 1950. Number of survivors at 
successive intervals after treatment started, 
Report Jan, 1, 1952 

AGE TIME ELAPSED SINCE THE START OF TREATMENT 
(YR.) 0 1 WK 1 MO. 3 MO. 6 MO. 9 MO. ‘12 MO. AND MORE 
0-3 25 17 14 12 1] 7 6 - 
3-7 23 22 21 21 17 17 16 (2)* 
7-16 18 17 17 14 12 12 11 €) 
*For these children there is no positive guinea pig test as explained in the text. 


patients with an increased cerebro- 
spinal fluid pressure we gave half the 
Then we adminis- 
tered 1 mg. per kilogram once a day 
until the 


spinal fluid was definitely improved, 


dose twice daily. 


for several weeks cerebro- 
when the dosage was reduced to every 
second day for several weeks. When 
the condition improved further the 
dosage was given every third day for 
several weeks, and gradually the in- 
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tervals were increased until finally 1 
mg. per kilogram was given once 
week. The intrathecal treatment 
the children be continued until 
the cerebrospinal fluid is completely 
We observe usually that first 
the sugar level of the cerebrospinal 
fluid normal (above 45 mg. 
per the of the 
cells, and last the proteins (under 25 
During this time the 


a 
of 
must 


normal. 


becomes 


cent), then number 
mg. per cent). 
sodium chloride increases to 700 mg. 
per cent, and in a few cases above this 
value. As long as the composition of 
the cerebrospinal fluid varies from the 
continue the intrathecal 


normal we 


treatment until the cerebrospinal fluid 
values remain normal steadily for a 
period of one to two months. Then 
we check the cerebrospinal fluid at in- 
tervals of eight to fourteen days with- 
out Suboccip- 
ital performed 
when the occurrence of a spinal block 
restricted the circulation of the cere- 
brospinal fluid. When this route is 
used the dosage is reduced by one-half. 


intrathecal injections. 


puncture was only 
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We did not follow a rigid schedule 
but adapted our treatment to the in- 
dividual case following the above 


directions. Thus it is possible to treat 
severe cases long and intensively, while 
in light cases the period of treatment 
is shortened and the amount of strep- 
tomycin is smaller. In the beginning 
our total 
and one-half to seven months, but since 


treatment lasted from two 
we have continued the administration 
of streptomycin until the cerebrospinal 
fluid is normal the length of treatment 
has increased from five to ten months. 


Also the 


has been lengthened to from three and 


intratheeal administration 
one-half to eight months and each child 


receives thirty to ninety injections. 
The total amount of streptomycin used 
depended on the weight of the child 
and the leneth of the treatment, and 
often amounted to from 70 to 150 Gm., 
After 
still 


for 


some cases even more. 


and in 
the hospital it is 
the 


release from 


necessary to cheek children 
some time 

The different 
ment depend on many factors. 
of the the 
that 
are worse the vounger the child when 
Of the 114 children, forty- 


treat- 
Some 


results of the 


failures are result of age 


as it has been noted the results 


taken ill. 


two were under ° years of age and 
only thirteen the 


fourth year the prognosis improves 


survived. From 


considerably see Tables | and IT) 
Many children came in for treatment 
too late. On admission they were 


already in a stupor and unconscious 
and showed signs of paralysis, usu- 
Extensive tubereulous 
the 


the brain eannot be restored by strep- 


ally facial. 


destructions of meninges and of 
tomyein. Sixteen children died during 
the first 
other ten died during the first month. 
the often 


week of treatment, and an- 


In these meningitis 


eases 
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takes such a stormy course that the 
streptomycin never has a chance to be 
If, 
mitted children survive, the possibility 


effective. however, these late-ad- 


of defects is high. This shows the im- 
portance of early diagnosis. The prog- 
nosis is furthermore unfavorable if ad- 
hesions at the base of the brain or in 
the spinal canal have oceurred, or when 
hydrocephalus internus develops. 
These alterations are due to the menin- 


In- 
cipient adhesions in the spinal canal 


gitis and not to the streptomycin. 


were dissolved by intrathecal injections 
If there 
are other tuberculous foci in the body 
tend to 
the 
We never observed the oceurrence of 
bacilli in 
The prognosis in children with 


of air or physiological saline. 


hematogenous dissem- 
unfavorable. 


whieh 


ination, results are 


streptomycin-resistant our 
cases. 
meningitis only is slightly better than 
in those who also have miliary tubereu- 
losis, but the difference is not signifi- 
eant. 

The prognosis is especially bad if 
the children are treated with strepto- 
We made 
this mistake in the beginning and wish 
An ineom- 
pletely healed meningitis as a result of 


mycin for too short a time. 
in particular to warn of it. 


too early discontinuance of strepto- 


mycin leads to so-called ‘‘relapses’’ 
which often cannot be treated suecess- 
fully. For this four 


children who meningitis 


reason we lost 
developed 
again four to five and one-half months 
after discontinuance of the streptomy- 
cin. We could not determine whether 
a latent meningitis had become active, 
or whether reinfection due to an old 
focus had occurred. The re- 
the 


ceded in one ease by a fracture of the 


caseous 
currence of meningitis was pre- 
tibia, in the second by an angina, and 
in the third ease by a long exposure to 


the sun. In the fourth case there was 


























RUZICZKA : 
no preceding affection. By under 
and short treatment a 
chronic meningitis may result as we 
For almost three 


dosage too 
have observed twice. 
years since beginning vigorous treat- 
ment with streptomycin, and contin- 
uing until the cerebrospinal fluid was 
normal, we have not observed any ‘‘re- 
or the development of a chronic 
form of meningitis. 


lapse’’ 


Of the first fifty children whose 
treatment was begun from three to 
more than four years ago, nineteen 
are still alive (38 per cent). On the 


other hand, of the sixty-four children 
treated to three 
years ago, forty-one have survived (64 
This difference is the re- 
Our greater ex- 
perience affected the prognosis of the 
favorably 
learned to evaluate the different symp- 
toms better, and from it we were able 
to draw important conclusions for the 
therapy. 


who were first one 
per cent). 
sult of many factors. 
because we 


second group 


As soon as we realized the 
importance of early diagnosis we called 
the attention of other physicians to it. 
As a consequence many children were 
admitted the 
period. We also learned to prevent 


earlier during second 
beginning adhesions at the base of the 
brain and in the spinal canal through 
injections of air or physiological saline, 
and therefore fewer spinal blocks oc- 
curred. 
content of the food, and the social and 
sanitary conditions have improved in 


In the meantime, the calorie 


our country, which may have resulted 
in higher resistance of the children. 
The treatment with streptomycin un- 
til a completely normal cerebrospinal 
fluid was obtained affected the results 
favorably. this was instituted 
with re- 


Since 
we have not seen a ‘‘relapse’’ 
sulting death. 

A very important factor in obtain- 
ing better results, in our opinion, is 
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During the 
first years we gave only streptomycin 


the combined treatment. 
and vitamins. Based on the supposi- 
tion that each drug through its differ- 
ent chemical composition and mode of 
action will affect the metabolism of the 
tubercle bacilli in a different manner 
and thus be more effective than a single 
drug, we tried the combined treatment. 
The streptomycin is the basic remedy 
and the others support its action. We 
have combined streptomycin with Thio- 
Of forty children thus 
treated, thirty-three are alive and com- 


semicarbazone. 


pletely cured, and only seven died. Al- 
though it is difficult to determine the 
contribution of each factor to the im- 
provement of the results, we believe 
that the combined treatment was espe- 
cially effective. We have not used any 
form of surgery. 

Often the question arises whether 
children with tuberculous meningitis 
after treatment with streptomycin 
have defects of various kinds (J. 
Prepiat. 39: 378, 1951). The menin- 
geal symptoms, reflex anomalies, and 
paralyses usually disappear as the con- 
dition of the child Two 
children with severe hydrocephalus in- 


improves. 


ternus died. During the treatment 
complications arose, such as mental 
confusion, hyperexcitability, feelings 


of anxiety, hallucinations, choreie un- 
rest, tremor, paraesthesias, parosmias, 
Children in 
whom treatment was started late in the 


enuresis, and encopresis. 


disease showed these symptoms in par- 
ticular. Changes of behavior occurred 
in children who were already difficult 
to handle before the onset of the dis- 
ease, as soon as the acute symptoms dis- 
appeared. Further we noticed symp- 
toms as in chronic encephalitis, namely, 
lengthened reaction time, difficulties in 
establishing contact, apathy, and great 


need for sleep. A syndrome similar to 





diabetes insipidus was interpreted as a 
diencephalitie disturbance. All these 
symptoms disappeared after several 
weeks. The hypertrichosis which oe- 
eurred on the face, back, and ex- 
tremities in several children during 
the treatment went away after a few 
months. Three children had _ spas- 
ticity with inereased reflexes, extensor 
and adductor spasms, and crossing over 
of the legs. This spasticity improved 
considerably before discharge, and dis- 
appeared completely after the patient 
was at home for a short time. We ob- 
served these complications in only a 
small fraction of the children. The 
majority of the patients did not show 
severe psychic and neurological symp- 
toms. At the follow-up examination 
the parents stated that the children 
had not changed. Only in those chil- 
dren who were already difficult to 
handle before the onset of the disease 
we sometimes observed psychological 
lability. They are easily angered, and 
hard to get along with. According to 
information of the parents and teach- 
ers the majority of the children did 
not show deereased intelligence and 
many of them are the best in their 


class. 


Visual disturbances up to blindness 
oceurred in ten children, five of whom 
died. Two children developed blind- 
ness within hours because of an acute 
hydrocephalus internus. After sev- 
eral punctures to reduce the intra- 
cranial pressure, the children regained 
their sight within two days. Three 
children developed an atrophy of the 
optie nerve. After having been blind 
for three to five months, they started 
to regain their vision. Two of them 
now see better than ever, and only the 
third has a visual handicap and must 


attend a special school. 
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A few children following a lone 
streptomycin treatment complained of 
vertigo, and showed a diminution of 
vestibular function, and light ataxia 
when walking. All these symptoms 
disappeared some time after discharge. 
We did not observe any effect on the 
auditory branch of the eighth cranial 
nerve due to streptomycin treatment. 
However, we were foreed to treat 
thirteen children with dihydrostrepto- 
myein because regular streptomycin 
was not available. After five to six 
months, eight of these children became 
deaf within a week, and their condi- 
tion has not changed. Since that time 
we have used only regular streptomy- 
cin and have not observed any further 
eases of deafness. Since other hos- 
pitals have had good results with di- 
hydrostreptomycin, we feel that our 
dihydrostreptomycin might have con- 
tained impurities. One 6-year-old boy 
who was treated in June, 1948, for 
meningitis developed a fungus on his 
left knee twenty-two months after dis- 
continuance of the treatment. He re- 
covered completely. 

Upon analysis of our eases we found 
that the children with the most severe 
somatic and mental symptoms died. 
Lighter symptoms disappeared slowly 
but fully. All the children with the 
exception of five who came for treat- 
ment very late were considered normal 
by their parents and teachers. The 
eight cases of deafness were most prob- 
ably due to impurities of the dihydro- 
streptomycin we received. One child 
had a severe visual disability. All the 
other children see, hear, and walk nor- 
mally, and do not show any signs of 
lowered intelligence. 


CONCLUSIONS 





Judging from our results we came to 





the conclusion that streptomycin ther- 
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apy for meningitis is fully justified, 
It is 


important that children be treated as 


and it is our duty to continue it. 


early as possible, that the dosage be 
that the 
stopped only when and if the cerebro- 
spinal fluid is fully normal. The appli- 


correct, and treatment be 


cation of streptomycin alone or com- 
bined with other drugs gave us results 
that seven years ago would have been 
thought impossible. Tuberculous men- 
De- 
fects can be reduced to a minimum. In 


ingitis is now a curable disease. 


the beginning skepticism was prevalent 
as to the lasting suecess of the treat- 
ment. As time elapses our optimism 
becomes more justified. 

In this paper not all the questions 
arising from the streptomycin treat- 
ment of meningitis can be covered, but 
only the most The 
numerous publications of other Eu- 


important ones. 
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ropean clinics which report similar re- 
sults have not been considered in this 
paper. 
SUMMARY 

1. Of 114 children with tuberculous 
meningitis in whom treatment was 
started with streptomycin at least 
twelve months and up to forty-nine 
months ago, sixty (52.6 per cent) were 
alive at the beginning of 1952. 

2. The following points are covered : 

a. The method of treatment. 

b. The 
sults. 

e. The reasons for better results ob- 
tained during 1949 and 1950. 

d. The with mental 
somatie defects. 

3. Treatment must be started early, 
with the correct dosage, and contin- 
ued until the cerebrospinal fluid is nor- 


reasons for unfavorable re- 


recovery and 


mal. 




































THE VALUE OF THE MEASUREMENTS OF THYROID UPTAKE AND 
URINARY EXCRETION OF I'* IN ASSESSING THYROID 
FUNCTION OF NORMAL AND CONGENITALLY 
HYPOTHYROID CHILDREN* 

Wituiam A, Remy, M.D.,** anp Dina I. Bayer, M.D. 

San FRANcISCO, CALIF. 


INTRODUCTION for adults and growing children. The 
HE purpose of this study was to requirement for infants is probably 
measure the iodine uptake in the somewhat less.’’ In our study we gave 
5 or 10 pe of 1'*' as a test dose, which 


urine in normal and hypothyroid chil- contained 0.00004 or 0.00008 yg of in- 


dren. I’! was given in smaller organic iodine, plus 1 or 2 peg of ear- 


thyroid gland and its exeretion in the 


amounts of radioactivity than usually rier inorganic iodine which was added. 
employed for such measurements in or- The dose of thyroid extract given, 65 
der to avoid serious irradiation effects mg. daily, contained 130 pe of iodine. 
in the thyroid gland,t and in doses of Exeluding thyroid extract these 
iodine below the usual daily human amounts of iodine were below the usual 
requirement for iodine. Small doses daily requirement. The tracer doses 
of iodine might be better taken up by jn mieroeuries are the smallest to our 
the gland than larger amounts. The  jnowledge at date of writing (Jan. 15, 
urinary excretion was measured to note 1952). 
if this could be used indirectly as a a 
measure of thyroid gland uptake. etpeemrane 

The data presented in this paper in- These studies were approved by the 
dicate that satisfactory measurements Atomie Energy Commission, who also 
of uptake are obtained with the smaller agreed that the test tracer dose for 
tracer doses. (See Table I. normal children under 6 years of age 

should be 5 ye and for older children 


HISTORICAL REVIEW . ; 
. 10 we. We added enough potassium 


Previous investigators have not iodide to the I’, upon arrival of the 
given a tracer dose containing less shipment, so that there was 1 ,»g of in- 
than the usual daily iodine require- organie iodine for each 5 pe of I. 
ment of the body. This is thought by The inorganic iodine thus is a earrier 
Salter* to be ‘‘about 200 micrograms for the radioactive I’. It may not be 

From the University of Arkansas School possible otherwise to quantitate ae- 


) > . > Pedisz ric le par e x P le - - — 7 ; . ° ; 
joe ag pita 4 Rs ag wor sits curately earrier-free ['™ for it adheres 


of Arkansas. to glassware, rubber tubing, mucosae, 
*The radioactive iodine used in this study 

was supplied by the Oak Ridge National ete. 

Laboratories, Oak Ridge, Tenn., under alloca- 

tion from the United States Atomic Energy The it 1 was standardized bv evap- 


Commission. : : 

**Present address: Veterans Administration orating an aliquot to dryness in a 
Hospital, Fort Miley, San Francisco 21, Calif . 2 

+Private communication from the Atomic planchet and comparing beta ray : 


Energy Co ission. See rocedure in this : : ° ‘ 
aper CE éProceaure ip ims counts, using a thin window (1.2 mg. 
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REILLY AND BAYER: 1'*! 
per square centimeter) Geiger-Mueller 
tube, with a known Ra D and E stand- 
ard as supplied by the National Bureau 
of Standards. Gamma counts with an 
aluminum-shielded Geiger-Mueller 
tube, which excluded all beta particles, 
were then made from a phantom to de- 
termine the number of counts for 1 pe 
of the ['**, 

WITH 


TABLE I. REPORTED NORMALS 


VARIOUS 





~] 
_ 
cr 


IN THYROID MEASUREMENT 
the container were drunk; this step re- 
moved adherent vestiges of I'** from 
the containers, mouth, or esophagus. 
Measurements were taken over the 
thyroid gland and over the cireumfer- 
ence of the thigh equal to that of the 
The thigh 
counts were subtracted, as background, 
the A Geiger- 


thyroid area of the neck. 


from thyroid counts. 


AMOUNTS oF IODINE ADMINISTERED WITH [131 


| DOSE (uC) NO. TESTED UPTAKE | EXCRETION 
Hamilton, et al.,! 12.5 3 adults 20% at 24 hr. 
1943 

Quimby and Me 20 to 40 32 children 12% at 48 hr, 70.1% at 48 hr. in 

Cune,2 1947 (not more than 2 6 trials 
wg of inorganic 
iodine added as 
carrier ) 
Lowrey, et al.,3 20 to 50 12 children 100 to 800% in- 
1949 crease in counts 
at 24 hr. 

Reilly and Bayer, 5 or 10 25 ehildren 8.7-29.8% between 55% at 48 hr. 
1952 (this arti- (1 or 2 wg of in 24 and 96 hr. 57% at 96 hr. 
ele) organic iodine aver. 16% (average ) 

added as cat 
rier ) 
TABLE IT 
PLASMA 
CHRON- AGE AT CHOLES- 
OLOGICAL | ONSET OF BASAL TEROL MG. EPIPHYS- 
AGE SYMPTOMS) HEIGHT | METABOLIC) PER 100 1.Q. EAL AGE 

PATIENT (YR.) | (MO.) | (INCHES)| RATE (%) C.C. ANEMIA | (%) | —(¥R.) 

C. K. 12 0-6 47 25 333 Great 59 = 64 

92532 

P. MeK, 13 0-6 4414 28 146 Great 57 = He 

84297 

ae 3 10/12 l 54 N. C. 150 Moderate 50 1% 

G. W. t 1-2 36 N. C. 150 None 65 3 

106229 

J. G. 3/12 1% 23 N. C. 232 Great 55 8 mo. fetal 

age 
*N. C. means “no cooperation.” 


Several patients had received thyroid extract for enough time in their past lives to have 


removed partially some of their deficiencies. 
Cc. S. Histories and 


This explains the epiphyseal age of G. 
physical examination revealed 


W. and 


at the time of these examinations (when 


no thyroid substance had been taken for four to six weeks) other characteristics, particularly 


myxedema. C. 


K. and P. McK. had complete explorations of the neck; no thyroid tissue could 


be found either grossly or by microscopic study of biopsy fragments. 


The children were on normal diets 
extra iodine for 


They were not 


and not ingesting 
weeks before the tests. 
fasting. The dose was drunk from a 
beaker; for infants, it was given from 
a glass pipette or through a stomach 


tube. Three distilled water rinsings of 


Mueller thin-walled end-window tube, 
shielded laterally with 0.5 inch lead (to 
reduce background), was held 4 em. 
from the skin. 
was done by shielding the end-window 
with 200 mg. per square centimeter of 
aluminum, amount blocks all 


Gamma counting alone 


which 








716 THE JOURNAL 


beta radiations. At this distance the 
maximum of gamma counts with these 
uptakes was detected. Counts con- 
sisted of background for thirty minutes 
and over the thigh and thyroid pref- 
erably for five minutes; the duration 
depended on the cooperation of the 
child. Counts were done at 2, 4, 6, 24, 
48, 72, and 96 hours after administra- 
tion of the dose. After this time, 
counting was not feasible because of 
the small amount of tracer dose left 
in the gland. 

Urine was collected at the same in- 
tervals in jars containing 2 to 4 ml. 
of saturated potassium iodide solu- 
tion, again to prevent adherence of 
131 to glass. Quantitative counts 
were made with a dipper tube® within 
twenty-four hours after each collee- 
tion was made. The small dosage and 
the relatively short half-life of I'™' 
make it desirable to quantitate excre- 
tion within 12 to 24 hours after col- 
leetion. 

Normal Children .—Twenty-five 
euthyroid patients between the ages of 
9 months and 15 years were tested 
onee each: there were 14 Negro and 
11 white children; 14 were boys and 
11 girls. 

Congenitally Hypothyroid Children. 

Five such children were studied 
Thev were either athyreotic or born 
with an almost total deficiency of fune- 
tioning gland. Two had explorations 
(C. K. and P. MeK.) of the neek and 
no normal thyroid gland was found. 
(Table II). All five were repeatedly 


tested when they were taking 65 mg. 


of thyroid substance daily and again 
four to six weeks after this medication 
had been discontinued, 
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RESULTS 
Normal Children.— 


Thyroid Gland Uptake: Fig. 1 is a 
composite of all uptake results. The 
thyroid gland uptake was in a range 
of 8.7 and 29.8 per cent, this uptake 
being reached usually at 24 hours. 
maximum as late as 96 hours. The 
Oceasionally some glands trapped the 
average uptake by 96 hours was 16.9 
per cent. Uptake was not influenced 
by age, sex, color, or season. 

Urinary Excretion (Fig. 2): This 
ranged from 29.3 to 70.6 per cent by 
96 hours, reaching a peak at 24 hours 
in three cases and at 48 hours in the 
remainder. Excretion was negligible 
after 48 hours, being less than 3 per 
cent in sixteen cases. The average to- 
tal excretion was 54.7 per cent. 


Congenitally Hypothyroid Children, 
Untreated and Treated.— 


Thyroid Uptake (Figs. 3 and 4): 
The thyroid gland, when the patients 
were not taking thyroid substance, took 
up 1 to 2 per cent of the I’; this 
occurred maximally two hours after 
ingestion of the I". That uptake was 
not inereased by thyroid extract ther- 
apy. The greatest uptake was 2.2 per 
eent and this occurred only in one 
patient. By 48 or 72 hours, none was 
detectable in the gland by the Geiger- 
Mueller tube. Possibly this uptake 
does not truly represent the gland ae- 
cumulation. 

Urinary Excretion: While the pa- 
tients were off thyroid therapy the 





urine contained the following ranges 
of I’: in the first six hours, 24 to ) 
34 per cent (average 29); between 6 | 
and 24 hours, 28.8 to 32.2 per cent 
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UPTAKE AND EXCRETION OF I'S! IN CRETINS TREATED 


o 
Qo 





un 
2 


> 
2 


SCASES: IO TRIALS 





PERCENTAGE UPTAKE AND EXCRE TION 
w 
2 











THYROID UPTAKE 
10 
246 24 48 72 96 
HOURS 
Fig 


UPTAKE AND EXCRETION OF 1'9! IN CRETINS UNTREATED 











80 
6 70 
lon 
¥ 
2 60 
WwW 
2 sd 
z 
® 40 
2 30 
fs) 5 CASES: 10 TRIALS 
nanoendRINARY EXCRETION 
& 20) THYROID UPTAKE 
, 
oF 96 
246 24 48 72 


Figs. 3 and 4.—Charts showing averages of all data. 
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(average 30); and during the entire 
96 hours, 73.5 to 92.4 per cent (average 
The maximal excretion 
eurred between 24 and 48 hours. 
While the patients were being treated, 
the ranges of I'*' in per cent were: 


79.5). oc- 


6 hours, 14.5 to 22.6 per cent (average 
18.6); 6 to 24 hours, 10.3 to 24.2 per 
cent (average 23.7); during 96 hours, 
35.8 to 84.5 per cent (average 55). The 
maximal time of excretion occurred at 


48 hours. (Figs. 3 and 4.) 


DISCUSSION OF RESULTS 

Normal Children.—The radioactivity 
in 5 or 10 pe of I’* is readily detect- 
able in the normal thyroid gland, espe- 
cially in the early hours after inges- 
It 


urements show I'*! in the 


-areful meas- 
gland fifteen 
ab- 


tion. is known that 


minutes after ingestion® because 
sorption is rapid—usually the gland is 
avid for iodine and the Geiger-Mueller 
tube is sensitive enough to detect such 
For 
practical purposes, since the maximal 
uptake is reached within 24 to 48 
hours, one could stop measurements at 
48 hours. There was a definite lower- 
ing of I'** in the gland after 48 to 96 
hours. Hamilton® found that even 
with small test doses the gland still re- 
tained small amounts of I'*' for some 


small quantities of radioactivity. 


weeks. 

Fig. 2 shows that I'** was present in 
the urine at two hours and in the thy- 
hours, the first time of 
One cannot judge by 


roid at two 
measurements. 
this method how much of the excretion 
between 24 and 48 hours comes from 
['*t unabsorbed by the thyroid from 
the blood. In general, after 24 to 48 
hours, the urinary excretion represents 
mainly thyroid turnover of I’ and 
this excretion figure might be used in- 
directly as a measure of thyroid up- 
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take. Jlodine is stored in the body 
elsewhere than in the thyroid—par- 
ticularly in the liver, small intestines, 
kidney, adrenals, muscles, skin, and 
blood as Perlman and associates’ have 
shown in the rabbit, so that urinary 
excretion also measures indirectly I 
from these stores as well as those from 
the thyroid gland. Naturally the up- 
take in the thyroid gland is best meas- 
ured at the gland. Some have sug- 
gested the possibility of this indirect 
measure of thyroid uptake by the meas- 
urement of urinary exeretion. Since 
there is no exact method for measuring 
in human beings the uptake in other 
depots than in the thyroid, we cannot 
agree with such a thesis. 

Our present results of uptake with 
5 to 10 pe test doses compare favorably 
with those of Hamilton and co-workers" 
using 12.5 pe in 1938 and 1939, and 
those of Quimby and McCune? in 1947, 
using 20 to 40 ne of '™ Our figure of 
53 per cent excretion at 48 hours is 
much lower than the 70.1 per cent ex- 
cretion of Quimby and McCune. They 
accounted for 82 per cent of their dose 
(12 per cent in gland plus 70 per cent 
in urine) on the average at 48 hours. 
We accounted for 69.9 per cent (16.9 
per cent in gland plus 53 per cent in 
the urine) at the same time. When 
finishing our measurements at 96 hours, 
we could account for 71 per cent. As- 
suming that there is a 5 to 10 per cent 
error in our method and that some [’* 
is retained in the body for some weeks, 
this discrepancy becomes less. Ham- 
ilton® states that there is a negligible 
amount of excretion in feces, lungs, 
skin, and hair.® 

The addition of 25 wg of carrier in- 
organic iodine to the tracer dose just 
before it was ingested did not alter the 


uptake or excretion figures. This was 
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tested once on each of twenty euthy- 
roid children. 

Congenttally Hypothyroid Children. 

The low uptake of 1 to 2 per cent 
is to be expected if the function of the 
thyroid gland is far below normal. All 
five children had very low or prac- 
tically no functioning gland. Explora- 
tion and biopsy of C. K. and P. MeK. 
did not reveal any thyroid gland. 

Urinary exeretion of 73.5 to 92.4 
per cent of I'*' within 96 hours when 
these cretins were not being treated 
(Fig. 4) was greater than that of our 
normals and is in keeping with low 
function of the thyroid gland. It will 
be noted that during treatment, exere- 
tion of 35.8 to 84.5 per cent (Fig. 3) 
was lower than when the patients were 
not being treated. 

We have no direct proof but only 
possible explanations for this lowered 
excretion. Among possibilities are the 
following two: (1) uptake of the I'™ 
by the protein of the thyroid extract 
ingested, which may have been unsat- 
urated with iodine. In general pro- 
tein compounds take up iodine by 
chemical reaction. (2) Chapman* in 
1941 suggested that the extrathyroidal 
depots for iodine possibly produce a 
thyroxine-like substance which could 
then trap I'*'. 

Only two other groups, using c¢ar- 
rier-free I'*' in small tracer doses, have 
data which can be used for comparison. 
The eases of Hamilton, and associates’ 
and Quimby and MeCune?’ took up to 
1 per cent, which is practically the 
same as ours. Urinary excretion was 
measured in only one case?; that was 
70 per cent at 48 hours, which is prac- 
tically the same as our figures. 

Although only five cretins were 
tested (the repetition of the test al- 


OF PEDIATRICS 


ways gave practically the same re- 
sults), we feel that uptake of I'*' is a 
reliable diagnostic test of the presence 
of vestiges of thyroid gland. 

Some general clinical laboratories in 
offices, hospitals, and clinies may be- 
come equipped within the next few 
years to carry out these tests; we feel 


that they may become quite practical. 


SUMMARY 

1. I’ in doses of 5 to 10 pe was 
used to measure quantitatively both 
iodine uptake in the thyroid gland and 
urinary excretion in twenty-five eu- 
thyroid children and in five congeni- 
tally hypothyroid children (cretins). 

2. Over a 96-hour period the thy- 
roid of the normal children took up 
between 8.7 and 29.8 per cent with the 
maximum between 24 and 96 hours. 
During 96 hours their urinary excre- 
tion ranged from 29.3 to 70.6 per cent; 
the maximal excretion occurred be- 
tween 24 and 48 hours. 

3. Repeated tests showed I[** up- 
take in the ecretins to be negligible. It 
was between 1 and 2 per cent and it 
was not appreciably influenced by thy- 
roid therapy. The untreated ecretins 
excreted 73.5 to 92.4 per cent of I’ 
within 96 hours, while the same eretins 
when treated excreted between 35.8 
and 84.5 per cent within the same 
length of time. 

The authors acknowledge the valuable tech- 
nical help of R. R. Edwards, Ph.D., nuclear 
chemist, Institute of Science and Technology, 
University of Arkansas, Fayetteville, Ark. 
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TuLsa, OKLA, 


ECENT 


served to 


statistical reports' have 
focus our attention on 
the prematurity as a 


mortality hazard. 


importance of 
It now ranks eighth 
among the ten leading causes of death 
and is outranked only by heart disease, 
cancer, apoplexy, nephritis, motor ac- 
cidents, pneumonia, and tuberculosis. 
This place of distinction does not mean 
that 
showing an absolute increase; but with 
the 
other 


deaths from prematurity are 


decrease in deaths from 
the 
infantile diarrheas, 


marked 


causes, notably contagious 


diseases and pre- 
maturity now stands out glaringly as 
a challenge to modern medicine in gen- 
eral and to those interested in child 
care in particular. 

The study of prematurity may well 
funda- 
(1) 


the immediate outcome or survival of 


be divided into two phases or 
mental considerations. These are 
the hazards of birth and the neonatal 
period, and (2) the later or ultimate 
development of these small infants 
physically, intellectually, emotionally, 
and socially. 

The present report is an analysis of 
the immediate outeome or survival of 
1,373 premature infants during their 
hospital stay from Jan. 1, 1941, to Jan. 


1. 1951. 


of Pediatrics and New- 
John's Hospital. 

Teaching Staff, St 
of Pediatrics, 


From Department 
born Service, St. 
*Regular and 
Hospital, Department 
Clinic 
**Chief Resident in 
Hospital. 


John's 
Springer 


Pediatrics, St. John's 





CLINICAL MATERIAL 


During this ten-year period there were 
20,331 live births with 232 stillbirths. 
All births occurred in the St. John’s 
Hospital. 
readily transported to the premature 


The premature infants were 


nursery immediately adjacent to the 
delivery rooms. Premature infants de- 
livered by cesarean section were car- 
ried from general surgery to the pre- 
mature nursery under optimal condi- 
tions of warmth, humidity, and oxy- 
gen. Table I portrays the yearly vari- 
ation in live births, stillbirths, prema- 
tures, and their appropriate percent- 
ages. 

All newborn infants weighing 2,500 
grams (5 pounds 8 ounces) or less at 
birth were classified as premature in- 
fants. 
mentioned by Taback,? to the use of 
birth weight as the only yardstick for 
determining prematurity, but this is 
standard procedure in most studies to 


There are valid objections, as 


date and any variance would compli- 
cate comparisons between various pre- 
mature centers. It is generally agreed 
that the estimation of gestation period 
based upon female remembrance of 
last occurring menstrual period might 
be subject to errors and the actual time 
of fertilization of the ovum is another 
variable factor. 

The yearly percentage of premature 
births was quite constantly low, aver- 


aging 6.8. This relatively low figure 
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may be explained by the high percent- 
age of patients (about 98 per cent) in 
the upper income brackets under eare 
of private physicians and thus receiv- 
ing adequate antenatal care. In some 
institutions,® where the service patient 
load is heavy, the percentage of pre- 
maturity has been reported as high as 
13.3. The Johns Hopkins group re- 
ported* a premature birth incidence of 
10.7 per cent. 


PREMATURE 
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this study. It should be emphasized 


at this point that all infants born in 
this hospital, no matter how small, 


were countéd if after birth a heart 


beat was audible, a respiratory gasp 
was observed, or a voluntary muscular 


movement was noted. One infant 


weighing 9 ounces lived 55 minutes, 
many others of 10, 12, and 14 ounces 


weight lived for minutes or hours. 


TABLE I. YEARLY VARIATION IN Live BIRTHS, STILLBIRTHS, PREMATUBE BIRTHS, 
AND APPROPRIATE PERCENTAGES 
LIVE | STILI PER CENT | PREMATURE | PER CENT 
YEAR BIRTHS BIRTHS STILLBIRTHS BIRTHS PREMATURITY 
1941 1,076 22 2.0 67 6.2 
1942 1,397 24 1.6 94 6.7 
1943 1,683 23 1.3 97 5.8 
1944 1,525 20 1.3 102 6.7 
1945 1,662 23 1.3 110 6.6 
1946 1,990 22 1.1 112 5.5 
1947 2,378 18 0.8 149 6.2 
1948 2,659 20 0.7 198 7.4 
1949 2,917 27 0.9 221 7.5 
1950 3,044 33 0.9 223 7.3 
Totals 20,331 232 6.8 1.14 1,373 
TABLE II. Mortratity RATES BY YEARS FOR PREMATURE INFANTS* 
TOTAL rorTaL MORTALITY RATES 

YEAR PREMATURE INFANTS DEATHS (PER CENT) 

1941 67 21 31.3 

1942 94 22 23.4 

1943 97 17 17.5 

1944 102 24 23.5 

1945 110 28 25.4 

1946 112 19 16.9 

1947 149 41 27.5 

1948 198 50 25.2 

1949 221 40 18.1] 

1950 923 46 20.6 
Totals 1373 308 22.4 
Omit 1941* 1,306 287 99 () 

*1941 was year of epidemic diarrhea. 


The per cent of stillbirths averaged 
1.14 in this study, with a gradual de- 
crease during the period from 2.0 to 
0.9 per cent. 


MORTALITY RATES BY YEARS FOR 
PREMATURE INFANTS 
Table II presents the yearly mor- 


tality rates for premature infants in 


Many of these small infants died be- 
fore reaching the premature nursery 
but were listed as deaths in this series. 

The infant 
known to have survived, according to 
birth weight of 14 
The smallest in- 


smallest premature 


Dunham,*® had a 
ounees (397 grams). 
fant of this series to survive weighed 


879 grams. 
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Of 1,373 premature live births for 
this ten-year period, 308 died, a gross 
mortality of 22.4 per cent. In 1941 
epidemic diarrhea struck with force 


and caused ten deaths in the prema- 


ture nursery, which accounts for a 


mortality of 31.3 per cent that year. 


Such an epidemic has not occurred 


since. If this vear (1941) were ex- 
TABLE ITT. 
1941 
WT. GROUPS TOTAL 
IN GRAMS PREMATURE INFANTS 
0 1,000 113 
1,001-1,500 145 
1,501-2,000 264 
2 001-2,500 851 
Total 1373 


Omitting premature infants under 1,000 grams, total mortality rate is 15.9 per cent. 


TABLE LV. COMPARISON OF 
PREMATURE CENTERS OVER 
NUMBER | 
OF PRE 
MATURE 
INFANTS 
2 500 
GRAMS 
NAME OF HOSPITAI DATES | OR LESS 
Sarah Morris Hospital, 1940-45 1,993 
Chicago 
joston Lying-In Hospi- 1945-45 48] 
tal 
Johns Hopkins Hospital, 1941-45 94 
Baltimore, Obstetrical 
Dept. 
Charity Hospital, New 1944-45 1,123 
Orleans 
New York Hospital, 1943-45 506 
Pediatric Dept. 
Long Island College 1940-45 6355 
Hospital, Brooklyn, 
Pediatrie Dept. 
St. John’s Hospital, 1941-50 137 
Tulsa 


cluded from the report, the mortality 
») 


rate for nine vears would be 22.0 per 


cent. In 1946 our best record was at- 
tained, that is, a mortality of only 16.9 


per cent. 


ANALYSIS OF DEATHS BY WEIGHT GROUPS 


Inspection of Table III reveals a 
well-known fact, that premature in- 
fant mortality rates vary inversely 
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the different arbitrarily set-up 


weight groups. 


with 
Only 4.9 per cent of 
When 


premature infants under 1,000 grams, 


the highest weight group died. 


the so-called ‘‘nonviable’’ group, are 
eliminated, the mortality rate is re- 
duced for the study as a whole to 15.9 


per cent. 


Morrauiry RATES By WEIGHT GRouPS FOR 1,375 CASES OVER THE TEN-YEAR PERIOD, 


1950* 
MORTALITY RATES _ 
DEATHS (PER CENT) 
107 94.7 
89 61.4 
70 26.5 
42 4.9 
308 —— 


Sr. Joun’s Hosprrat Mortautity RATES WITH LEADING 
\ SOMEWHAT SIMILAR PERIOD 


FATALITY RATE (% 


TOTAL LESS 
2.500 THAN 1,000 1,500- 2,000- 
GRAMS 1,000 1,500 2.000 2 500 
OR LESS | GRAMS GRAMS GRAMS GRAMS 
25.8 91.3 50.0 14.4 “7.2 
15.0 100.0 46.7 12.8 4.4 
48.8 16.8 4.2 
27. 95.7 55.4 0.5 7.9 
22.3 85.0 419.5 21.4 5.6 
16.1 90.0 $1.4 18.3 4.6 
22.4 94.7 61.4 26.5 4.9 


COMPARISON OF PREMATURE MORTALITY 


RATES AND SURVIVAL RATES 

Table IV portrays the mortality rates 
of this study compared with those of 
other premature centers® over a some- 
what similar period. In Table IVA 
this data has been weighted for the 
number of cases reported, omitting the 


report of the John Hopkins’ group 
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which apparently does not report cases 
1,000 the 


remaining five centers 4,737 cases were 


under grams. Thus, from 
reported with a total of 1,108 deaths 
or a gross mortality rate of 23.4 per 
cent. This average mortality rate is 
identical the St. 


mortality rates in the five vears, 1941- 


almost with Johns’ 


1945 inclusive, 23.8 per cent (see Table 
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It is evident that the mortality rates 
at St. 


are on a par with the average through- 


for premature infants John’s 


out the country, and hence local fae- 


tors affecting these mortality rates 
might well have general application. 
This fact served as a stimulus for the 
following critical analysis of our pre- 


mature records in an effort to uneover 


TABLE IVA. AVERAGE PREMATURE INFANT MORTALITY RATE DETERMINED FROM 
Five LEADING CENTERS REPORTING 
NUMBER OF 
PREMATURE 
INFANTS 
2500 GRAMS NUMBER OF | PER CENT 
NAME OF HOSPITAL DATES OR LESS DEATHS MORTALITY 
Sarah Morris Hospital, Chicago 1940-45 1,993 514 25.8 
Boston Lying-In Hospital 1943-45 48] 72 15.0 
Charity Hospital, New Orleans 1944-45 1,122 307 27. 
New York Hospital, Pediatric 1943-45 506 118 22.3 
Dept. 
Long Island College Hospital, 1940-45 635 102 16.1 
Brooklyn 
Average 
Mortality 
Totals 4,737 1,108 23.4% 


TABLE V. COMPARISON WitH EXPECTED SurvivAL RATES COMPILED BY CHILDREN’S BUREAU 
ST. JOHN’S CHILDREN’S BUREAU 
WT. GROUPS 1941-1950 ESTIMATE 1948* 
IN GRAMS (%) (%) 
0 1,000 5.3 0 
1,000-1,500 38.6 50 
1,500-2,000 73.5 &? 
2,000-2,500 95.1 93 


*Expected survival rates based on data 


from hospitals where standards for premature care 


are high. 
TABLE VI. BREAKDOWN INTO FIVE-YEAR GRoUPS POR ST. JOHN’S MORTALITY 
WT. GROUPS 1941-1945 1946-1950 
IN GRAMS (%) (%) 
0 1,000 96.5 95 
1,000-1,500 69 57 
1,500-2,000 31.2 23.7 
2,000-2,500 7.9 3.3 
Totals 23.8% 21.7% 
Cases 170 903 
VI). Table V compares the survival methods or ways of lowering premature 
rates of this group with estimated infant mortality rates generally. 


survival rates prepared by the Chil- 
dren’s Bureau, the latter figures being 


based on data from hospitals where 


for infant 


standards 
are high. 


premature care 





BREAKDOWN INTO FIVE-YEAR GROUPS 


In Table VI 


into two 


are divided 
the 
latter five-year period showing a lower 


our data 


five-year groups, with 
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all 
decrease in the gross mortality from 


23.8 to 21.7 


mortality rate in groups and a 


per cent. 


SEX INCIDENCE AND RELATION TO 
PREMATURE MORTALITY 
It has been shown before that the 


premature population has an excess of 
the Table VII 


demonstrates the same finding in our 


females over males. 
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PREMATURE MORTAL.- 
AND AFTER FORTY-EIGHT 


CONSIDERATION 
ITY 


OF 
BEFORE 
HOURS 


Table VIIL emphasizes the great im- 
portance of the first and second days of 
premature life. There were 308 deaths 
in this study with a gross mortality of 
22.4 per cent, but 86 per cent of these 
expired in the first forty-eight hours 
of neonatal life. Also it was noted that 
when the cases for 1941 were omitted 


data. Also oft interest IS a female (ten deaths from epidemic diarrhea ) 
mortality rate of 20 per cent as com- the per cent of deaths during the first 
TABLE VII. Sex INCIDENCE AND RELATION TO PREMATURE MORTALITY 
| | PER CENT 
SEX CASES DEATHS | MORTALITY 
Male 679 169 24.9 
Female 694 139 20 
Totals 1,373 308 22.4 
TABLE VIIT. CONSIDERATION OF BeEForeE AND AFTER ForTY-EIGHT HOURS MORTALITY By YEARS 
MORTALITY RATES 
rorvAlL PREMATURE roral MORTALITY DEATHS AFTER AFTER 48 HOURS 
YEAR INFANTS DEATHS RATES (%) 48 HOURS (%) 
1941" 67 2] 31.3 10 14.5 
1942 94 22 23.4 2 2.1 
1945 97 17 17.5 0 0.0 
1944 102 24 23.5 0.9 
1945 110 28 25.4 9 1.9 
1946 112 19 16.9 3 2.7 
1947 149 1! 27.5 7 4.7 
1948 198 50 95.2 8 4.1 
1949 221 40) 18.1] 5 2.2 
1950 993 15 20.6 4 1.8 
Totals 1,373 s08 22.4 $2 3.1 
"Omit 
1941 1.306 87 22 0 32 2.5 
"1941 was year of epidemic diarrhea 


pared to 24.9 per cent in the male. 
These findings are believed to be due 
not to any innate ability of the female 
to survive, but to the arbitrary selection 
the data a purely birth-weight 
of 2,500 It 


probable that the average female for 


of on 


hasis grams, or less. is 


a given weight is more mature than a 


male because at maturity or full term 


the average female weighs less. 





forty-eight hours was approximately 
90. Only 3.1 per cent died after forty- 
eight hours. 

Careful study of Table VIII allows 
us to make the following interpretive 
and prognostic statements: 

1. Modern pediatric care and pre- 
mature nursing procedures have met 
the challenge of the handicapped pre- 
mature infant if he survives the post- 
natal forty-eight-hour recovery period. 
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2. Special nutritional requirements, 
special feeding techniques, special re- 
quirements for the regulation of body 
temperature, prevention of anoxia, and 
prevention of infection can be met to 
a remarkable degree; in one year, 1943, 
they were perfect. 

3. Marked 
mortality from here on must come by 


reduction of premature 





ATURE 





INFANT MORTALITY 
165 died, a mortality of 41.1 per cent. 
Of the 990 uncomplicated 1438 
died, a mortality of only 14.4 per cent. 
Tables X 
classified 
It is evident from inspection that sub- 
are 


*ases, 


and XI show these two series 
according to weight groups. 
stantially lower mortality rates 
found in all weight groups of the un- 
complicated eases. 


a reduction in the hazards of birth. Further breakdown of this data, 
TABLE IX. PREMATURE DELIVERIES COMPLICATED BY MATERNAL DISEASE AND 
OBSTETRIC DIFFICULTIES 

2500 — 2.000 2.000 1,500 1,500 1,000 1,000 0 

L D L D lL DP IL D 
Toxemias 1 l 3 l l 
Placenta previa 1 2 2 1 1 
Placental separation I 
Breech 102 11 36 23 14 og 2 10) 
Face l 2 l 
Precipitious delivery 1 3 2 l 4 12 
Syphilis, untreated l 
Diabetes, uncontrolled 1 
Nephritis 1 
Cesaran section 36 4 13 10 2 } l 
Mid or high forceps l 
Ruptured appendix 1 l 
Totals 142 20 36 10 18 18 2 57 
Totals 162 96 66 59 
Mortality (%) 12.3 $1.6 72.7 96.6 

218 lived, 165 died, 383 complicated eases; hence total mortality is 41.1% 
L = lived. D died. —— ar 
TABLE X. MoOrTALITY RATES BY WEIGHT GROUPS FOR PREMATURE INFANTS IN 


COMPLICATED CASES 


WT, GROUPS TOTAL 


IN GRAMS PREMATURE INFANTS 
0 -1,000 59 
1,000-1,500 66 
1,500-2,000 96 
2,000-2,500 162 
Totals 383 


PREMATURE 
MATERNAL 


DELIVERIES COMPLICATED BY 
DISEASE OBSTETRICAL 


DIFFICULTIES 


AND 


Taylor, Phalen, and Dyer*® have dem- 
that 
obstetric difficulties adversely affect the 
premature infant mortality rates. Our 
data their 
findings. 


onstrated maternal disease and 


in this series corroborate 


Table IX presents the distri- 
bution of the complicated premature 
births. 


Out of 383 complicated cases, 


| MORTALITY 


DEATHS RATES (%) 
57 96.6 
48 72.7 
40) 41.6 
20 2.3 
165 41.1 


shown in Table XII, demonstrates that 
the hazards of breech delivery were 
113 deaths 
267 cases, a mortality of 42.3 per cent. 
The frequeney of breech position is 


especially great, with in 


high in premature births, in this series 
19 1 
birth hazard is well known to the pro- 


per cent. Breech delivery as ¢ 
fession. 

The mortality rate in cases of delivery 
by cesarean section (Table XIII) was 
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26 per cent, slightly higher than the 
rate of 22.4 for the 
but higher than the ex- 
pected rate for full-term infants. Of 


over-all per cent 


series: much 
course, practically all cesarean deliver- 
ies are done because of some underly- 
or obstetric 


ing disease of the mother 


OF 





PEDIATRICS 


local or eonduction anesthesia for 


delivery, episiotomy in ail cases, and 
Under this 
able 


elective low forceps. re- 
the to 
reached a premature mortality rate of 


gime, above group was 


16 per cent. Ina review of our records 
at St. John’s Hospital, we found that 
INFANTS IN 


GROUPS FOR PREMATURE 


UNCOMPLICATED CASES 


TasLe XI. Morvauity RATES BY WEIGH 
WT, GROUPS roTaL 
IN GRAMS PREMATURE INFANTS 
0 1,000 54 
1,000-1,500 79 
1,500-2,000 168 
2 000-2500 689 
Totals 990 
* 
TABLE XII. PREMATURE MOorRT 
VT, GROUPS rovTaAL 
IN GRAMS PREMATURE INFANTS 
0 -1,000 42 
1,000-1,500 53 
1,500-2,000 59 
2 000-2,500 113 
Totals 267 
Taste XIII. PREMATURE MORTALITY 
WT, GROUPS roTal 
IN GRAMS PREMATURE INFANTS 
0 1,000 l 
1,000-1,500 5 
1.500-2,000 23 
© 000-2,500 40) 
Totals 69 
difficulty. From our data it would 


seem that breech delivery is a greater 


hazard to the premature infant than 

cesarean seetion. 

EFFECTS OF CERTAIN OBSTETRIC TECH- 
NIQUES ON THE PREMATURE INFANT 


MORTALITY RATES 

Many premature centers, recognizing 
the need for exceptional care during 
the birth arrived at 
few obstetric principles. The Univer- 


process, have a 
sitv of Colorado Medieal Center’ ree- 
that 
to the mother in premature labor, only 


ommends no analgesia be given 





MORTALITY 


DEATHS RATES (%) 
50 92.6 
41 51.9 
30 17.9 
22 3.2 
148 14.4 
ALITY IN BREECH DELIVERIES 
MORTALITY 
DEATHS RATES (%) 
0) 95.2 
39 73.6 
23 39.0 
11 9.7 
113 42.3 


IN CESAREAN SECTION DELIVERIES 


MORTALITY 


DEATHS RATES (%) 
] 100 
3 60 
10 43.4 
4 10 
1S 26 


in a large number of eases, the above 


recommendations were earried out. 


Cases not receiving this recommended 
delivery care serve as control cases in 


the following analyses. 
EFFECT OF EPISIOTOMY FORCEPS 


THE PREMATURE 


AND LOW 


ON INFANT 


Since the premature infant is small, 
it is natural that many believe that no 
harm will oceur to it as it trave!s the 
birth eanal. However, because of its 
immature and fragile state, the trauma 
is greater than for the full-term baby. 


Therefore, the premature infant is defi- 
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nitely benefited by removal of the ob- 
stacle of the perineal body by episiot- 
omy, and by being eased from the birth 
eanal by protective low forceps extrac- 
tion. In Tables XIV, XV, and XVI 
are shown the apparent effects of these 
procedures either alone or a combina- 


TABLE XIV. EFFECTS OF 
WT. GROUPS | 
IN GRAMS CASES 
0 -1,000 6 
1,000-1,500 92 
1,500-2,000 55 
2 000-2,500 293 
Totals 376 = 


TABLE XV. EFFECTS or LOW 


WT. GROUPS 

IN GRAMS CASES 
0 -1,000 5 
1,000-1,500 4 
1,500-2,000 4 

2 .000-2,500 28 
Totals +1 

TABLE XVI. Errects or Botu EPIsioToMy 

WT. GROUPS 

IN GRAMS CASES 
0 -1,000 0 
1,000-1,500 6 
500-2,000 26 
2,000-2,500 159 
Totals 191 


TABLE XVII. THE COMBINED EFFECTS ON 


PREMATURE 


EPISIOTOMY 





INFANT MORTALITY 
tion of the two. In Table XVII the re- 
sults of Tables XIV, XV, and XVI are 
combined and compared with controls 
(Table XVIII). 

A these tables seems to 
indicate that episiotomy alone is more 
efficacious than low forceps alone, but 


survey of 


ON PREMATURE MORTALITY 


MORTALITY 


LIVED DIED (%) 
0 6 100 
14 8 36 
49 6 11 
284 9 3 
347 29 7.7 


FORCEPS ON 


PREMATURE MORTALITY 


MORTALITY 


LIVED DIED (%) 
0 5 100 
3 1 25 
3 1 25 
28 0 0 
34 7 17 


AND Low 


FORCEPS ON PREMATURE MORTALITY 


MORTALITY 


LIVED DIED (%) 
0 0 ( 
4 2 33 
25 1 3.9 
155 4 2.5 
184 7 3.6 


PREMATURE MORTALITY 


RATES OF EPISIOTOMY 


ALONE, Low ForcCEPS ALONE, OR BOTH EPISIOTOMY AND LOW FORCEPS 

WT, GROUPS MORTALITY 

IN GRAMS CASES LIVED DIED (%) 

0 1,000 11 0 11 100 

1,000-1,500 32 21 1] 31 

1,500-2,000 85 77 8 9.4 

2 .000-2,500 480 467 13 2.7 

Totals 608 565 43 7 
TABLE XVIII. MorTanity RATES IN CONTROL CASES RECEIVING NEITHER EPISIOTOMY 

Nor Low Forceps DELIVERY 

WT. GROUPS 7 MORTALITY 

IN GRAMS CASES LIVED DIED (%) 

0 -1,000 102 6 96 95.0 

1,000-1,500 115 35 78 69.7 

1,500-2,000 179 117 62 34.9 

2 ,000-2,500 371 342 29 7.8 

Totals 765 500 265 34.1 
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the combination is considerably better 
than either alone. If one compares 
the data of Tables XVII and XVIII, 
it is apparent that each weight group 
shows lower mortality rates if episiot- 
omy and/or low foreeps are employed. 
The exception is in the lowest weight 
group, those under 1,000 grams. Since 
so few of this group were delivered by 
low forceps or episiotomy, no real trend 
can be arrived at. The differences in 
the other weight groups are so great 
significance, 


as to be of pointing 


OF PEDIATRICS 
per cent. Those receiving noneondue- 
tion anesthesia or none at all showed 
a total mortality rate of 24 per cent. 
Our data parallels those of the Colo- 
rado and St. Louis groups; and it would 
appear that conduction anesthesia, if 
used skillfully, enhances the pre- 
mature infant’s chances for survival. 


COMMENTS AND INTERPRETATIONS 
(SEE FIG. 1) 
It is clear from the preceding data 
that the overwhelming portion of pre- 


TABLE XIX. Sr. Joun’s Hosprran PREMATURE Stupy, JAN. 1, 1948 To JUNE 1, 1951 


WT, GROUPS 


IN GRAMS CASES DEATHS MORTALITY (%) 
Nonconduction Anesthesia—598 Cases 
2 500-2,001 364 13 4.0 
2.000-1,501 101 25 25.0 
1,500-1,001 65 41 63.0 
1,000- 500 63 60 95.0 
Totals 593 139 24.0 
Conduction Anesthesia—157 Cases 
2,500-2,001 103 3 2.9 
2.000-1,501 37 8 22.0 
1,500-1,001 14 4 28.0 
1,000- 500 3 3 100.0 
Totals 157 IS 11.4 


toward a favorable outcome for the 
premature infants if these procedures 
are used in delivery. 


EFFECT OF CONDUCTION ANESTHESIA 


As mentionee before,’ the Colorado 


group favored iocal or low spinal 


anesthesia for premature infant de- 
liveries. Also, Masters and Ross,* of 
St. Louis, reported a 10.7 per cent 
premature infant mortality using con- 
duction anesthesia, as compared to a 
mortality of 20.8 per cent in a control 
group using other forms of anesthesia 
or none at all. In Table XIX we have 
assembled our data showing the value 
of conduction anesthesia (caudal, low 
spinal, or saddle block). For the con- 
duction anesthesia group the total pre- 
mature mortality was reduced to 11.4 





mature infant mortality is in the first 
forty-eight hours of life. After this 
period of danger, modern pediatric 
care has brought premature mortality 
to an almost irreducible minimum of 
2.5 to 3 per cent. Therefore, any 
marked reduction of premature mortal- 
ity from here on must come from an 
attack on those factors operating be- 
fore and during this forty-eight-hour 
period. 

It has been shown that maternal dis- 
ease and obstetric difficulties such as 
toxemias, placental abnormalities, mal- 
positions of the fetus, ete., are contrib- 
uting factors in many premature 
deaths. The problem of controlling 
these factors is in the hands of those 
who give prenatal and natal medical 
care. 
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Outstanding obstetricians believe 
that the use of deep episiotomy and/or 
low foreeps are beneficial in reducing 
premature infant mortality. In our 
study, there was a marked reduction 
in mortality rates where these proce- 
dures were used. 

It is agreed now that the premature 
baby’s survival chances are reduced by 
the use of any type of general anes- 
thetie at birth. The results of this study 
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3. The 
mature mortality rate was 22.4 per 
cent. If this figure is corrected by 
omission of premature infants under 
1,000 grams, the rate drops to 15.9 per 
cent. 

4. Breakdown into five-year groups 
gives mortality rates of 23.8 and 21.7 
per cent, respectively, the latter figure 
covering the most recent period from 
Jan. 1, 1946, to Jan. 1, 1951. 


over-all, uncorrected pre- 





Fig. 


would indicate that the mortality with 
conduction anesthesia (caudal, low 
spinal, or saddle block) is definitely 
lower than with general anesthesia or 
no anesthesia. 


SUMMARY 


1. An analysis of premature mortal- 
ity rates for a ten-year period has been 
presented. 

2. In 20,331 live births there were 
1,373 living premature infants, that 
is, 6.8 per cent. 





1. 


5. There seems to be a preponderance 
of premature females. The female 
mortality rate was only 20 per cent 
as compared to 24.9 for males. 

6. After the first forty-eight hours 
of life, our premature mortality was 
only 3.1 per cent. Expressed in an- 
other way, 86 per cent of our deaths 
oceurred in the first forty-eight hours 
after birth. 

7. The above factor indicates that 
further marked reduction in premature 
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mortality rates will have to come from 
attacking the problems of this eritical 
forty-eight-hour period of life. 

8. In eases complicated by maternal 
and obstetric difficulties the mortality 
rate was 41.1 per cent as compared to 
14.4 per cent in 


9. The use of episiotomy, low 


uncomplicated cases. 
for- 
ceps, or both has a favorable effect on 
as shown by a 


premature mortality 


death rate of 7 per cent where such 


procedures were employed; whereas 

cases not having these advantages had 

a higher rate of 34.1 per cent deaths. 
10. In 157 


liveries where 


cases of premature de- 


conduction anesthesia 
was employed the mortality rate was 


11.4 per cent. 


of time 593 eases receiving general or 


During this same period 


no anesthesia showed a mortality rate 


of 24.0 per eent. 
CONCLUSIONS 


It would appear that the use of con- 


duetion anesthesia and the proper 
employment of episiotomy and low for- 
ceps have a favorable effect on pre- 


mature mortality rates. Conversely, it 


seems that maternal disease and obstet- 


rie difficulties have an adverse effect 


on premature mortality rates. Judg- 
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ing from this and other studies, it 
would seem that modern pediatric care 
of the premature infant is approach- 
ing adequacy and that further signif- 
icant reduction in premature mortality 
must come from a reduction of prenatal 
and natal hazards. 


Our appreciation is hereby expressed to 
the Pediatric and Obstetrical Staff for help 
in this study. The nursing staff and record 
librarians also rendered valuable aid. 
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CLINICAL POLIOMYELITIS IN 





THE 
0 
4 





EARLY NEONATAL PERIOD 


REPORT oF A CASE 


JAMES F. JoHNsoN, M.D., BINGHAMTON, N. Y., 


AND Putiie M. STIMSON, 


HiE virus of poliomyelitis is gen- 

erally believed to enter the human 
hody by way of the alimentary canal 
including the nasopharynx and _ to 
travel along nerves to the central nerv- 
ous system. This belief does not predi- 
cate the presence of the virus in the 
hlood stream. However, so-called sys- 
temic manifestations oceurring toward 
the end of the ineubation 
period might be due to a temporary 


normal 


viremia, and certainly the occurrence 
of prenatal infection would indicate 
the passage of the virus to the unborn 
haby through the placenta from the 
mother’s blood stream. In this paper 
is presented a discussion of evidence 
in the literature that bears on the pos- 
sibility of a viremia occurring in polio- 
myelitis, particularly during preg- 
naney, and a case report of an ap- 
parent prenatal poliomyelitis infection. 

Poliomyelitis occurs more frequently 
in pregnant women than would be 
predicted from statistical chance; the 
disease occurs in all trimesters.” * * * 
‘® The infant is usually normal, al- 
though there appears to be an in- 
creased incidence of abortions.*.° <Au- 
topsies on stillborn infants under these 
failed to 
From a 


cireumstanees have reveal 


evidence of poliomyelitis.’ 
stillborn infant (the mother having 
developed paralytic poliomyelitis ten 
days prior to parturition), Harmon 
and Hoyne’ inoculated a spinal cord 
suspension intracerebrally into mon- 


From the New York Hospital-Cornell Medi- 
il Center, Department of Pediatrics. 


M.D., New York, N. Y. 


keys, with negative results. Horn’ re- 
cently reported 180 cases of poliomy- 
elitis occuring during pregnancy and 
reviewed a total of 522 cases reported 
in the world literature. From this 
survey and extensive personal experi- 
ence it was her impression that infants 
do not contract the disease in utero. 
Only one infant in her series developed 
poliomyelitis, on the tenth day of life, 
the mother having developed clinical 
signs on the fifth day after delivery. 

In the American 
authentic instance is recorded in which 


literature, no 
the clinical picture of poliomyelitis 
was present in an infant at the time of 
birth.® ® 1° 
found 


Baskin and _ associates’ 
reported 


poliomyelitis developing in the neo- 


seven instances of 
natal period, with corroborative ¢lin- 
They 


presented an infant (the mother having 


ical and laboratory findings. 
acute paralytic poliomyelitis of four 
days’ duration at the time of the 
birth), who developed fever at 314 
days, and died on the seventh day of 
life. Autopsy revealed lesions charac- 
teristic of acute polioencephalomyelitis. 
infant produced 
poliomyelitis, in 
Baskin" lo- 


eated only one other infant (reported 


from the 
typical of 


Tissues 
lesions 
Cynomalgus monkeys. 
by Frovig’*) in whom the clinical 
symptoms developed prior to the fifth 
day of life. 

Kreibich and Wolf in Germany,” in 
1950, reported a newborn infant who 
had repeated asphyxial attacks, showed 
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marked flacecidity of the extremities, 
and died twelve hours after birth, the 
mother having developed poliomyelitis 
three weeks before parturition. Ex- 
amination of the spinal cord revealed 
lesions characteristic of poliomyelitis. 

These reports have more than aca- 
The 


cubation period of the disease in human 


demic significance. minimal in- 


beings has been generally estimated to 
11,14 Tnstanees of polio- 


myelitis in which symptoms begin be- 


be five days. 


fore the fifth day of life must have 
had an ineubation period less than this 
commonly accepted minimum or the 
infants must have been infected trans- 
placentally. Transplacental infection 
would imply that the virus was trans- 
the mother’s blood 


mitted through 


stream. 

Poliomyelitis virus has been demon- 
the blood 
infeeted monkeys in isolated in- 
Melnick'® 
a single strain of the virus from the 
blood 
intracerebral 


strated in of experimen- 


tally 
16, 17, 18 


stances.'” recovered 


of four of ten monkeys after 
and/or intraperitoneal 
inoculation. German and Trask,?’ in 
rhesus monkeys, severed all cutaneous, 
and connections 


muscular, nervous 


(ineluding  periarterial sympathec- 


tomy) of an entire leg, leaving only 
the femur, femoral artery, and vein; 
following inoculation into the skin of 
the extremity, generalized poliomyelitis 
developed even more rapidly than in 
normal All 


that correlation of the pathogenesis of 


animals. workers 


agree 


poliomyelitis in experimental animals 


(usually introduced by intracerebral 


or intraperitoneal inoculation) with 


the naturally occurring disease is not 
strietly valid because of the highly 
artificial methods usually necessary to 


induce experimental infection. 
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Recovery of poliomyelitis virus from 
human blood has been recorded 


twice.2':?2) Wardand collaborators dem- 
onstrated poliomyelitis virus in one 
of 111 eases of paralytic and abortive 
poliomyelitis. Jungeblut points out 
that in only twenty of these was the 
blood drawn on the first day of the 
clinical disease and that only two of 
this group were of the paralytie type. 
The single positive specimen was ob- 


tained a few hours after the onset of 


symptoms in a child with abortive 
poliomyelitis. From the blood of a 
patient with the clinical picture of 


mild paralytic poliomyelitis, Koprow- 
ski and associates reported isolation 
from the blood of an agent having the 
of 
Because of the extreme rarity of this 


characteristics poliomyelitis virus. 
finding, Ward and co-workers doubted 
its importance in the pathogenesis of 
the human disease. They were inclined 
to ascribe instances of visceral involve- 
or to overflow of virus 


ment viremia 


from actively involved tissues. Junge- 
blut?* 


exists in the early stage of infection. 


** believes that viremia probably 


Following the experiments of Howe 
and Bodian,*° 
once in the nervous system, the virus 


most authors agree that, 


proceeds along nervous pathways. The 
of 
poliomyelitis, and 
their experimental 
animals even with standard strains of 


frequent demonstration visceral 


lesions in human 


demonstration in 


poliomyelitis virus** have seriously 
challenged the concept of strict neuro- 
tropism. These observations suggest 
that 


virus occurs early in the pathogenesis 


generalized dissemination of the 
of the human disease. The recent re- 
port of Wenner and Rabe,®* in which 
poliomyelitis virus was demonstrated 
in the lymph nodes of six of nine pa- 
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tients dying of poliomyelitis, supports 
this idea. These authors suggest that 
the virus may be absorbed threugh the 
intestinal wall and pass by the intesti- 
nal lymphaties to the blood stream and 
interstitial tissues, and later localize 
in lymph nodes and nervous tissue. 
The question of hematogenous dissemi- 
nation is closely related to current 
work on classification of poliomyelitis 
Where viruses such 
as Coxsackie and the encephalomyo- 


4, 27, 28, 29 


virus.?* ? 


earditis (EMC) groups stand in re- 
lation to poliomyelitis and the en- 
cephalitides remains to be demon- 
strated. 
CASE REPORT 
W. W., New York Hospital No. 
584203, a white female infant, was 


admitted on Oct. 19, 1950, at the age 
of 5 days, by transfer from the hospi- 
tal of birth. The chief complaint was 
paralysis of the legs and abdomen. She 
was said to have been born spontane- 
ously at term and to have eried spon- 
taneously; no cyanosis had been noted 
and the early neonatal period was sup- 
posedly uneventful. She was examined 
for the first time on the fourth day of 
life, at which time the referring pedia- 
trician found weakness of the right 
side of the abdomen and the right 
thigh, without other pertinent physical 
findings. 

The mother, aged 39 years, had a 
misearriage in 1945, eause unknown; 
the second pregnancy in 1947 resulted 
in a normal child. During the present 
pregnancy, the mother had been well 
until six weeks prior to delivery, when 
she developed pain in the muscles of 
her back and shoulders, followed in 
a few days by the symptoms of a 
mild coryza. These symptoms sub- 
sided gradually during the next two 
weeks and during the last month of 
the pregnaney she seemed well. The 
sibling had symptoms of coryza at the 
same time as the mother. Further 
questioning revealed that a boy in the 
apartment house in which the family 
lived developed poliomyelitis during 
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this period, six weeks prior to the 
birth of this infant; one week later, 
five weeks prior to the birth, the brother 
of this boy also developed paralytic 
poliomyelitis. There was no further 
pertinent family history. 

Examination on admission revealed 
a 3,800-gram infant in good general 
condition. Most strikingly, the mid- 
portion of the right abdomen bulged 
laterally when she cried. The lower 
extremities were maintained in a frog- 
like position. She appeared to be able 
to extend both thighs, but was unable 
to adduct the hips or to flex the hips 
further than that entailed by the frog 
position. No knee or ankle jerks could 
be elicited. The upper extremities 
seemed normal, and the biceps and 
peroneal reflexes were normal. Re- 
sponse to pinprick was present. There 
were no other abnormal findings. 

The peripheral hemogram on admis- 
sion revealed hemoglobin 18.2 grams; 
red blood count 5.4 million; white blood 
count 10,400, with lymphocytes 60 per 
cent, monocytes 2 per cent, bands 4 
per cent. Urinalysis was normal. 
Mazzini test was negative on Oct. 20, 
1950. Sedimentation rate on October 
26 was 16 mm. per hour; on November 
10, 21 mm. per hour. Prothrombin 
time was 63 per cent of adult normal; 
bleeding time 1 minute 20 seconds; 
clotting time (capillary) 5 minutes 35 
seconds on November 6. Urea nitro- 
gen was 24 mg. per cent; blood sugar 
68 mg. per cent; serum protein 5.7 
Gm. per cent; serum caleium 10.0 mg. 
per cent; serum phosphorus 6.9 mg. 
per cent; serum carbon-dioxide com- 
bining power 25.3 m.mols per liter; 
serum chlorides 112.0 meq. per liter; 
serum potassium 5.8 meq. per liter; 
serum sodium 138.3 meq. per liter. 
Serological test for toxoplasmosis was 
negative (Dr. Heinz Eichenwald). 
Nose and throat eulture revealed the 
usual flora; stool culture, no patho- 
gens. 

Spinal fluids on October 20 were 
erystal clear, with 16 white blood cells 
per cubic millimeter, 100 per cent 
lvmphoeytes; sugar 34 mg. per cent; 
protein 169 mg. per cent; culture nega- 











tive; Wassermann negative; Pandy 2 


plus. on October =. crystal elear, 
following bloody tap; 159 fresh red 
blood cells. 10 white blood cells per 
cubie millimeter; protein 160 mg. per 


cent; culture negative; Pandy 1 plus. 
On October 30, clear, faintly yellow; 
red blood cells 160, 8 white blood cells 
per ecubie millimeter; protein 123 mg. 


per cent; Pandy 1 plus. On Novem- 
ber 10, erystal clear; 270 fresh red 
blood cells, 6 white blood cells per 
cubie millimeter; sugar 54 mg. per 


cent; Pandy 1 plus. 

Physical examinations during hospi- 
talization continued to reveal a weak- 
ness of the abdominal wall on the right 
side and weakness of adduction of 
hoth thighs. Examination on October 
24 showed absent knee jerks and ankle 
jerks bilaterally, and weakness of hip 
adduction, greater on the right side 
than left; hip flexion and abduction 
seemed normal bilaterally. There was 
also weakness of knee extension bilater- 
allv; the feet moved normally. 

After hospital release, the infant 
was followed in the Department of 
Physical Therapy for the supervision 
of home exercises. At 6 weeks of age, 
there was residual weakness of the 
right abdomen and left thigh. At 10 
weeks of age the abdominal reflexes ap- 
peared normal, and there was no bulge; 
there was still slight weakness in ad- 
duction of the left hip and limitation 
in extension of the left knee. When 
seen at the age of 6 months, only the 
residual weakness in the left lower ex 
tremity persisted, 

In the laboratory of Dr. Robert 
Ward, suspensions of a stool specimen 
from this infant, taken during the first 
week of hospitalization, produced no 
disease when injeeted intracerebrally 
into monkey Ss. 

COMMENT 

In the face of negative results with 
intracerebral inoculation of the stool 
suspension into monkeys and negative 
spinal fluid and routine cultures, the 


diagnosis remains unproved in this in- 
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fant showing mild paralysis with sub 
sequent almost complete recovery. The 
unusual history, the fact that the birth 
occurred toward the close of a polio- 
myelitis epidemic, the pleoeytosis and 
increased albumin content of the spinal 
fluid, with subsequent fall in these 
values, and the selective flaccid paraly- 
sis of certain skeletal muscle groups 
of the abdomen and extremities, with 
later improvement, make the probable 
diagnosis poliomyelitis. No examina- 
tion of the infant was performed at 
birth but the faet that 


the entire postnatal eourse of this in- 


the time of 
fant was asymptomatic and afebrile, 
suggests that the paralysis may have 
been present unnoted at birth: intrau- 
terine infection may have occurred at 
the time of the illness of the mother, 
six weeks ante partum. It is well 
known that pleocytosis and inerease in 
the spinal fluid 
may persist for many weeks following 
the 
instance of 


albumin content in 


the acute phase of illness.°° If 
polio- 
the 
first instance recorded of poliomyelitis 


this is indeed an 


myelitis, it would appear to be 
in the early neonatal period in which 
the mother was clinically well during 
and following parturition. 


SUMMARY 


The ease history is presented of an 
infant showing the clinical picture of 
paralytie poliomyelitis at the time of 
the first physical examination on the 
fourth day of life. Laboratory data, 
particularly the spinal fluid findings, 
were consistent with although not com- 
pletely confirmative of this diagnosis. 
The ante-partum history and the elin- 
the case suggest that 
have intrauterine 
Based on this report and a 
the 


ieal features of 
this 


infection. 


may been an 


discussion of literature, the hy- 
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pothesis is suggested clinically that a 
viremia may at times be present in 
poliomyelitis. 
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TREATMENT OF 


ESSENTIAL NOCTURNAL 


ENURESIS 


H. Wricutr Seicer, M.D. 
SANTA Monica, CAuir. 


enuresis 


SSENTIAL 


usually defined as urinary incon- 


nocturnal 
tinence occurring during sleep in chil- 
3 in the 


absence 


dren of age or older 


years 


of significant congenital 


acquired defects or disease of the nerv- 


1S 


or 


ous or urogenital systems, and in the 


absence of significant psychological de- 
feets. Many children develop proper 
control before the age of 3 years but 
most writers do not consider it abnor- 
mal unless the child has reached the 
third birthday without achieving satis- 
factory bladder control. 

the 


enuresis, the most 


In treatment of nocturnal 
recommen- 


4 


P.M. on, and the importance of sugges- 


uniform 


is restriction of fluids from 


dation 


tion in the suecess of the therapy. 
Many writers’ are emphatie in 
recommending the above in addition 


to the passage of sounds, silver nitrate 


applications, drugs, hormones, alarm 
clocks, ete. 
and Ford-Smith* 


However, Brown 


in a series of controlled experiments 
on sixty enureties, 14 to 20 years of 
age, with over a dozen different medi- 


ineluding ephedrine — sulfate, 
barbital 


found no difference as com 


eines 
belladonna, derivatives, diu- 
reties, ete., 
pared with the effect of placebos on 
nocturnal The 


wet beds in all groups were approxi- 


enuresis. number of 


mately the same. 

Townsend points out that eaution 
should be exercised lest some incidental 
abnormality be given etiological signifi 


eanece. Shlionsky and associates® in a 


-* 


ie 


1s 


series of experiments on adults with 
alarm clocks were unable to change the 
course of the enuresis. As Remy-Roux‘ 
declared, and as many parents have 
attested, if the parent will awaken the 
child at a fixed hour, or by an alarm 
clock, at regular intervals and get him 
up to urinate, it is not the same as 
awakening the child at the exact mo- 
ment Only at 
the latter instant is the training of any 
value because only then is a condi- 


of onset of urination. 


tioned response obtained which is to 
contract the urethral sphineter, when 
stimulation of distended bladder 
arises, until there is an awakening re- 
To awaken the child at other 


a 


sponse. 
times is superfluous. 
that in 


young 


Mowrer® state 
many the 
child spends most of his sleeping life 


Mowrer and 

primitive societies 
in intimate contact with the body of 
his mother. Under such cireumstances 
the onset of urination by the child is 
likely to arouse a stimulus from the 
mother which would tend to check the 
urination and produce awakening, this 
providing psychologically efficient con- 
for bladder during 
But conditions are different in 


ditions control 
sleep. 
our society and to have the benefit of 
automatic 


have to 


an 
will 


a similar conditioning, 


mechanical arrangement 
be provided. 

In 1904, Pfaundler® deseribed a de- 
vice of two pieces of wire screen sep- 
arated by eloth connected to batteries 
At first Pfaundler 
chil- 


and an electric bell. 


used the device under enuretie 





ith 
the 
= 
ive 
the 
rm 


im 
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dren as a wet diaper signal, but soon 
he discovered that if the device were 
used continuously under a child for a 
month or so, the ringing of the bell 
had therapeutic results. 

In 1908 Genouville,*? and in 1910 
Remy-Roux,’ published papers deserib- 
ing the use of Pfaundler’s method 
which they reported as giving good re- 
sults. Genouville used paper and 
Remy-Roux used a layer of absorbent 
cotton in place of the linen of the 
Pfaundler pad. 

In 1938, Mowrer and Mowrer,® using 
a quilted pad of two wire screens con- 
nected to a relay, bell, and battery, 
eliminated enuresis in thirty children, 
ranging from 3 to 13 years of age. 

In 1950 Crosby" deseribed a device 
to stimulate the child by means of a 
high tension wire around the waist of 
the child, connected to an apparatus, 
which in turn was attached to a small 
electrode fastened in close proximity 
to the penis or vulva. Proper shapes 
and sizes of electrodes attached to the 
penis or vulva had to be used for dif- 
ferent sexes and ages. <A _ separate 
audible signal was also present to 
awaken the parent. With this appara- 
tus, cures were obtained in eighteen 
of twenty-three children over 1014 
vears of age and twenty-eight of 
twenty-nine under 101% years of age. 

It seems to me that an audible sig- 
nal is simpler, sufficient, and prefer- 
able. Telephone bells and house bells 
are in common use today and the 
majority of children may have to get 
used to an alarm clock when they start 
eoing to school. Also an audible sig- 
nal is less disagreeable than an electric 
shocking device. Moreover, the same 

‘audible signal will awaken the parents 
which is very necessary at first. 





=I 
Co 
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However, the pads above have one 
common fault. They consist of two 
conductors separated by an absorbent 
noneonductor which becomes wet and 
has to be replaced. When the pads 
are quilted, several pads have to be on 
hand and these tend to become odorous. 

In 1936"? I improved the apparatus 
by ineorporating a relay in the elec- 
trical cireuit which made the device 
more sensitive and therefore more 
quickly responsive which is impor- 
tant,'’ and devised a rubber pad em- 
hodying metal comblike elements for 
use in infants as a wet diaper signal. 

In this pad (Fig. 1) the metal is 
bonded flush with the rubber and pre- 
sents a smooth, flexible, and nonodor- 
ous surface. It is durable and there 
are no wires to break and short across 
to sound a false alarm or penetrate up- 
ward and stick the patient in the but- 
tocks. Since the rubber pad only re- 
quires one top sheet to be penetrated 
by the urine as compared with at least 
two sheets in the use of the wire sereen 
pad, comparative tests have shown 
that the rubber pad will cause the bell 
to ring in one-half the time. It is im- 
portant that the bell ring as near to 
the onset of urination as possible when 
there is still the sensation of a dis- 
tended bladder." 

In 1946 I described this apparatus 
in the JouRNAL.’® In 1949 one of these 
devices was mailed to Davidson and 
Douglas of the Orphan Homes of Scot- 
land, Renfrewshire, Scotland, and they 
made a number of similar devices but 
enlarged the size of the pad. In 1950" 
they reported successful treatment in 
fifteen of twenty cases of enuresis and 
improvement in the .remaining five, 
using quilted pads at first and rubber 


pads in their remaining series of eases, 
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Fig. 1 4, Pad and apparatus by AC house current. B, Schematic diagram of AC apparatus. 
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Since 1949 the pad has been enlarged 
from 8 x 10 inches to 19 x 23 inches. 
Since reading Mowrer and Mowrers’* 
report in 1938, I have accumulated 
ninety-five cases which are presented 
in Table I. In addition, are presented, 
in Table I, four cases (Nos. 96 to 99, 
inclusive) by R. F. Skeels,’° and seven 
eases (Nos. 100 to 106, inclusive) by 
J. W. Edwards.'® 

Two types of apparatus have been 
devised: one (Fig. 2) using a 6-volt 
lantern battery, and the other (Fig. 
1) using 110-volt AC house current 
with a transformer to reduce the volt- 
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The procedure for the use of the 
apparatus is as follows: 

1. The child should urinate before 
going to bed. 

2. To a child old enough to under- 
stand, the use of the apparatus should 
be thoroughly explained. 

3. The pad is placed on the bed with 
the metal elements up, and the top of 
the pad is covered with a dry diaper 
or sheet. 

4. The patient sleeps with his but- 
tocks resting on the diaper-covered 
pad, Only the top part of the pajamas 
may be worn—the buttocks should be 
bare. 

5. The apparatus switch is turned 


on. 





> 


Fig. 2.—Apparatus operated by battery current. Schematic diagram of this apparatus has 
been depicted previously.” 


age to safe limits. 

Both models work equally well but an 
advantage of the device in Fig. 1 is 
that it ean be attached to a floor lamp, 
and the visual signal that goes on 
automatically at the same moment as 
the bell serves further to awaken the 
child and light up the pathway to the 
toilet. 

In this series there was no restriction 
of fluids and no medicines were pre- 
seribed. 


6. When the bell rings at the onset 
of urination, the child should be 
aroused by a parent if not already 
awakened, the switch shut off, and the 
child taken to the toilet and made to 
finish his urination. It is important 
to awaken the child thoroughly while 
the bell is ringing. Later, older chil- 
dren may get up by themselves and 
shut off the device. 

7. The date, time, and size of the 
wet spot in inches are recorded on a 
sheet of paper (see Table IT). An 
older child should do this by himself 
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which may help to awaken him. In the series of 106 cases (Table I 


edge of the wet sheet and a dry sheet 
is placed on the pad and the switch 
turned on again. When using the AC 


also pressed to turn off the lamp. homes for one month or more. 

9. No reward of any kind is to be Ninety-four patients, or 88.8 pe 
given the child except the satisfaction 
of reducing the size of the wet spot or 
to make no: wet spot, which should be 


TABLE IIT. BEDWETTING RECORD 


CASE 6. AGED 7% YEARS. USUAL BEDTIME 8:30 


the apparatus is to be used as before. vals of twice a week to about once 
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8. The pad is wiped off by a dry there were seventy-three males and 
thirty-three females. The ages ranged 
from 21% to 29 years. All of the pa- 
apparatus (Fig. 1) the reset button is tients used the apparatus in their own 


r 
cent, have been dry for periods of two 
months to many years. Four, or 3.7 
sufficient incentive. per cent, were dry for periods of one 


DATE | TIME OF NIGHT SIZE OF WET SPOT IN INCHES AND COMMENT 
9/14/50 9:50 18” diam. spot 
11:25 se Se 
6:30 - = si Face down. 
9 /15/50 10:20 _— = - Didn’t wake up. 
12:30 - = é6 To toilet. 
£:30 eo“ «a 
9/16/50 10:45 _ “ Woke right up. 
1:20 = ‘6 Turned off bell himself. 
9/17/50 12:30 A.M, eS $6 Hardly woke up. 
5:25 qr us ae 
9/18/50 11:15 No spot Woke up and went to bathroom. 
2:00 A.M, 2” diam. spot Why I don’t know. 
9/19/50 10:35 t” spot Hardly woke up. 
6:00 2” spot He turned off bell himself. 
9/20/50 1:15 2” spot 
6:10 - spot 
9/21 /50 2:10 A.M. 2” spot 
9/22/50 None Dry 
9/23 /50 z se 
9/24/50 é¢ se 
9/25/50 “6 ee 
9/26 /50 1:00 A.M. 2” spot Woke up and turned off bell. 
9/27/50 6:00 A.M, 2” spot 
9/28/50 None Dry 
9/29/50 - si 
9/30 /50 “ - 
10/1/50 66 “7 
10/2 /50 sé we 
10/3/50 “ os 
10/4/50 ee “7 
10/5 /50 sé it 
10/6/50 “< “e 
10 7/50 ‘6 - 
10/8 /50 sé sé 
10/9/50 $6 aie 
10/10/50 sé she 
10/11/50 sé ae 
10/12/50 es ms 
10/13/50 ‘6 ss 
10/14 /50 $6 aie 
10/15/50 “s sia 
10/16/50 ‘é 66 
10/17/50 sé ig 


10. The pad is to be kept under the week up to fifteen months and then 
patient for at least two weeks after the they relapsed to wet as before. Eight, 
last wetting. In the event of a relapse, or 7.5 per cent, are wetting at inter- 
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748 THE 
month as compared to nightly, pre- 
viously. Some of those who still wet 
occasionally could be considered cured. 
As Crosby" notes, many children con- 
sidered nonenuretie also wet oceasion- 
ally during moments of tension or ill- 
ness. 

The twelve unsuccessful, or partly 
successful, patients have used the ap- 
paratus for one period of one to one 
the 


eases have had to use 


and one-half months. <A few of 


present ‘dry’’ 
the apparatus for another month after 
considered 
Table LI. 


Possibly, if more of the above twelve 


a relapse and are now 


‘‘eured.’’ These are noted in 
children were to use the apparatus for 
another period, many of them would 
remain dry. Beeause of the occasional 
relapses, the word ‘‘cured”’ is used ad- 
visedly. 

Three children were enuretie diur- 
nally as well as noeturnally. One 2'%- 
vear-old and one 5-year-old became dry 
their nocturnal 


also diurnally when 


enuresis ceased. The other 214-yvear- 
old, who beeame dry noeturnally three 
months ago, still wets during the day- 
time oceasionally., 

In ninety-three cases, the onset of 
the enuresis continued from birth. In 
the other thirteen cases there was a 
interval of one-half to five years 


the 


dry 


hetween ‘‘normal’’ infantile enu- 
resis and the present nocturnal enure- 
sis Of these thirteen children, two 
are only improved, three others had re- 
lapses, two of whom required further 
treatment with the apparatus, and two 
others required prolonged treatment 
three to six months before being con- 
sidered cured. This would seem to in- 
dicate that a larger percentage of these 
eases are likely to be resistant to treat- 
ment, an observation not noted in the 
literature previously. 


From the fact that many of the chil- 
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dren in this series, who formerly wet 
once or more times a night, after con- 
ditioning were able to sleep through- 
the 
gests that these enureties urinated be- 


out night without voiding, sug- 
fore reaching the physiological limit 
of their bladder. However, some had 
to continue to get up and void by them- 
selves, which may be due to a smaller 
bladder capacity in these ecases.'* 

All of the patients used to wet al- 
Most 


daily 


most every night. of them ae- 


cording to their ease record 
would wet more than onee a night. A 
surprisingly large number became dry 
within a day or two after starting to 
use the apparatus with occasional re- 
lapses within the next two weeks. This 
was especially true with children who 
were old enough or intelligent enough 


to understand the use of the apparatus. 


The knowledge that they would be 
awakened immediately if they should 
urinate, had a suggestive effect. It was 


not uncommon to have a patient wet 
a night or two after the apparatus was 
removed, but if the conditioning was 
successful, as it was in the vast major- 
itv of cases, there was no further re- 
lapse. 
Strauss'* divides essential enuresis 
into primary and secondary groups. 
\ecording to this grouping most of 
this series of cases probably belongs to 
the secondary group. The primary 
anxieties which may have been an in- 
vesieal libido or a 


fantile protest 


against the child’s environment have 
faded into the background and ceased 
to be of eausal significance and in their 
place has arisen a refractory ring of 
The irritation, 
seoldings, and even beatings that en- 
the affee- 
stinking, 
sorrowful child and the 
As mother ex- 


secondary anxieties. 


further to lessen 


bond 


sue tend 


tionate between the 


shamed, and 
mother. 


anxious one 
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pressed it—she forgave everything the 
child did but the bed-wetting. The 
end result is a vicious cirele that tends 
to inerease the anxieties of both child 
and parents. Only by stopping the 
enuresis can the vicious ecirele be in- 
terrupted and the conditioning ap- 
paratus does this. After the child does 
gain bladder eontrol, the statement of 
the mother that the child is no longer 
nervous or temperamental is perhaps 
a reflection of the state of mind of the 
mother in that the anxiety of the 
mother as well as the child has been 
abated, but no matter what the cause, 
bladder control does improve the en- 
vironment of the child and contributes 
to his mental health. 

Pavlov’’ has stated that countless 
numbers of conditioned reflexes are 
constantly used by the complex system 
of man. Many of these responses are 
heneficial but others are detrimental. 
For example, it is common to find a 
child who voids in bed during a storm, 
a loud noise, or other stimuli, Con- 
versely, we should have every right to 
use a similar response for the child’s 
benefit. And as Davidson and Douglas" 
state, since the original causes are no 
longer factors, there is every justifica- 
tion for using what might be eriticized 
as symptomatic therapy. 


SUMMARY 


One hundred six cases of nocturnal 
enuresis are presented, using a rub- 
her pad and bell apparatus to awaken 
the patient at onset of nocturnal urina- 
tion as a conditioned response treat- 
ment of the enuresis. 

Of the 106 patients 88.8 per cent are 
now dry, 7.5 per cent are improved 
considerably, and 3.7 per cent have re- 
lapsed and are considered failures at 
present, 


On the basis of the above results and 


that of other reports listed, I believe 
that learning is the basis of bladder 
control, and that if learning is not ac- 
complished early by the child himself, 
it ean be done by conditioning. 


— 
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pecan the most common infant 
skin disorders is ammonia der- 
matitis. As recently as forty years 
ago, the condition was generally mis- 
understood. Even after the turn of 
the century, it was commonly con- 
fused with hereditary syphilis, and 
Parrot, one of the first to deseribe the 
condition, mistook it for a lenticular 
syphilide. Jacquet, in a publication 
printed in 1905,’ clearly distinguished 
between this infection of the diaper 
area and syphilitic lesions; he distin- 
guished, moreover, the states of erup- 
tion—simple erythematous, erythem- 
ato-vesicular or erosive, papular or 
posterosive, and ulcerative forms, any 
or all of which may exist in the same 
patient simultaneously, and noted 
their connection with the ammoniacal 
diaper. 

Adamson? described the various 
forms of lesions quite thoroughly, and 
noted the severe ulcerative erosions 
occurring in advanced or neglected 
eases with deep, sharply marginated 
uleers that may be cireular or oval 
and often eoalesee to form vesicu- 
lar or polyeyelieal lesions. He also 
observed the phenomenon that only 
convex surfaces of the diaper region 
are affected, with a contrasting free- 
dom of the flexures and sulei between 
them. Taking note also of the ery- 

The chemical under the trade name Stero- 
Test has been furnished for these studies by 
the Bes-Test Chemical Company, Kirkwood 22, 
Mo 

*Senior Instructor, Department of Pedi- 


atrics, St. Louis University School of Medicine 
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thematous patches which sometimes de- 
velop on the calves and heels from 
contaet with the external surfaces of 
the diaper, he concluded that in some 
way the diaper was the source of ir- 
ritation. 

In this country, Brennemann® ob- 
served that ulceration of the external 
urinary meatus in circumcised male 
children is associated with the pres- 
ence of ammonia in the diaper. The 
sause of the alkaline ammonia pres- 
ence had been charged to various fac- 
tors. Leopold attributed the condi- 
tion to soap alkali remaining in the 
diaper from insufficient rinsing. A 
prevalent belief which indeed had 
some grounds was that a nutritional 
disorder with acidosis and increased 
ammonia excretion in the urine re- 
acted with soap left in the diaper or 
with alkaline stools. Many assumed 
that bacteria such as Micrococcus ureae 
are in some manner concerned in the 
production of ammonia in the diaper 
by splitting urea into its component 
parts. 

Progress was at this stage when 
Cooke* isolated an organism which he 
demonstrated to be the answer to all 
previous queries as to the origination 
of ammonia in the diaper. This or- 
ganism was named Bacterium ammont- 
agenes. He found that the organism 
is found principally in the feces, al- 
though in infrequent eases in the 
urine also. It grows most rapidly 
under neutral to alkaline conditions, 
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a factor partially explaining previous 
that 
were less prone to the disorder be- 


observations breast-fed babies 
cause of the generally greater acidity 
In a eulture 
medium with a pH of 6.0 there is 
Bact. 


moniagenes. Presence of the organism 


of the large intestine. 


practically no growth of am- 
is increased greatly with slightly in- 
creased alkalinity of the intestinal 
content. 

In the wet diaper Cooke observed 
some interesting points regarding the 
biochemical action of Bact. ammoni- 
agenes. The excreta and the diaper 
often have an initial degree of acidity 
which would allow very little growth 
Notwithstanding, in 
matter of several hours the diaper 
would very likely have a strong am- 
moniacal odor, and would eventually 
attain a pH of about 9.5. The ex- 
planation Cooke advanced is that as 
the urinary urea is broken down into 
formation of 
monia alkalinity, thereby 
making further multiplication of bac- 
teria a faster process. This chain re- 
action until pH reaches 
about 8.5 after which any increased 
alkalinity will cause an ever greater 
deeline in production of the organism. 
The 
formation from urea is as follows: 


of the organism. 


its eomponents, am- 


inereases 


continues 


chemical reaction of ammonia 


CO(NH,), + 2H,O — (NH,).CO, > 2NH, + 
HO +CO,. 

Bact. ammoniagenes cultures grow 
well either at room or body tempera- 
ture. Often children have been ad- 
mitted to a hospital with the lesions, 
only to have the condition ameliorated 
almost immediately with no therapeu- 
tie measure other than the strict hy- 
gienie regimen employed. Obviously 
the diaper left wet against the gluteal 
region for some period of time will 
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give ample opportunity for formation 
of ammonia. The night diaper is gen- 
erally the chief offender. 

Cooke that the 
production of ammonia was an exter- 
nal process and most of the urine in- 


reasoned because 


volved in the ammonification 
was held by the diaper, the logical 
approach to treatment would be 
through the diaper itself. After test- 
ing bactericidal chemicals 
available, he found mereurie chloride 
to be the found 
that diapers treated with a 1:4,000 
dilution in a fina] rinse manifested a 
bacteriostatic action while wet with 
urine, preventing the growth of urea- 
splitting Bact. ammoniagenes. Results 
of this therapy were completely sue- 
cessful. The chemical impregnation 
of the diaper was followed on over 
fifty cases involving ammoniacal di- 
the 
babies involved had also an erythem- 


process 


several 


most suitable, and 


apers. <A large percentage of 
atous or papulovesicular dermatitis. 
The disappearance of the 
and the dermatitis followed quickly 
in all 
display a tarnishing effect on such 


ammonia 


eases. Because the mereurials 
items as gold rings, and because of 
their acute toxicity in the concen- 
trates, he recommended secondarily 
the use of borie acid in a saturated 
solution (1:20) poured over a dry di- 


aper to achieve a residual bacterio- 


stasis. 
Cooke’s work with ammonia der- 
matitis stands out as the greatest 


single contribution to its prevention 
and therapy. His methods have been 
accepted over thirty years of applica- 
and ef- 
On one point, however, there 


tion to be basically sound 
ficient. 
has been a more recent noteworthy 
advance. With the development of 
new chemicals of high germicidal po- 
tency during the past two decades, 
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consideration had been given to their 
application to diaper treatment. Mer- 
curial compounds constituted a haz- 
the 
child as an 


ard to runabout and preschool 


accidentally ingested 
drug. The pages of medical journals 


attest to 


mereury poisoning from mereury com- 


cases of acrodynia®*® and 


pounds, and of boron poisoning by 


osmotic absorption of borie acid in 
its use for burns’ and diaper treat- 
ment. Poisoning by mereury and 
boron, both heavy metals, may be ae- 
complished by a number of different 
routes, including the gluteal region. 
Both are capable of being sufficiently 
poisonous to cause severe symptoms 
and death in amounts generally con- 
sidered to be perfectly harmless. The 
fre- 


huild-up of the metals through 


quent use causes minimal symptoms 
until a lethal or near lethal dose has 
heen absorbed. 


With 


of the much less toxie cationie quat- 


the advent two deeades ago 
ernary ammonium salts, research was 
launched to determine the efficacy of 
several of these products. One of 
them, para di-isobutyl-cresoxy-ethoxy- 
ethyl di-methyl benzyl ammonium 
chloride marketed commercially under 
at least two registered trade names 
for home use, has virtually replaced 
the 


purpose. 


use of mereurice chloride for the 
Almost without exception, 
commercial diaper laundries also treat 
all diapers with an impregnating 
procedure. 


the 
bacteriostat 


germicide as standard 


Roughly 


treated 


one-third of diapers 


with a residual 
still use mereurials: the others, almost 


without exeeption, have employed 


the 
pounds. 


quaternary ammonium = com- 


The di-methyl benzyl am- 
monium chloride type quaternary, 
though evidently completely safe, per- 


haps does not completely attain the 
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ideal for home prevention and treat- 
ment of ammonia dermatitis because 
of some of its physical and chemical 
limitations. Inherent to these germi- 
cidal agents is their rapid loss of ef- 
ficiency in the presence of even small 
amounts of soaps and anionic deter- 


gents, organic material, and of metal- 


lic ions such as ealeium and mag- 
nesium found in hard water. Acecord- 


ing to one study made recently,’ a di- 
aper impregnated with a 1:3,000 dilu- 
tion of 10 per cent alkyl di-methyl 
benzyl ammonium chloride and satu- 
rated with urine in a special agar 
containing 10 per cent urine lost its 
ability to form a zone of inhibition 
when plated. A mereurial commonly 
used in commercial diaper laundering 
and another chemical which we shall 
below were apparently not 
their ability to inhibit 


Bact. ammoniagenes by the presence of 


discuss 
affected in 
this urine. In the same series alkyl 
di-methyl benzyl ammonium chloride 
lost its ability to inhibit Bact. am- 
moniagenes in the presence of 150 ppm 
total hardness of water. A hardness 
of 150 ppm is not infrequently en- 
As a follow 
tube-dilution 


countered in the home. 
up to these findings, 
studies were made of end dilutions of 
the three chemicals in distilled water 
and water containing 150 ppm total 
hardness. Whereas the end dilutions 
of the other two chemicals dropped 
not more than 5 per cent both in the 
bactericidal and bacteriostatic ranges 
in the the hard 
the quaternary dilution dropped more 


presence of water, 
than 60 per cent in bacteriostatis and 
nearly 69 per cent bactericidally. 
One other point which might be 
brought to bear on the subject is that 
a sizeable and growing percentage of 
the of the 
commercial diaper service. Because 


babies have convenience 
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diapers at these institutions have been 
treated the 
monia dermatitis, 


for prevention of 


there is an 


am- 
ex- 
tremely low incidence of the afflie- 
tion in this group. The larger group 
where diapers are home laundered, 


however, do not make general use of 
this chemical impregnation as a pre- 


ventative—merely as a_ therapeutic 


measure. It has been our impression 
that there has long been a need for 
and 
agent to fill this need, and to be used 


a practical, economical, safe 
as standardly and as easily as soaps 
and bleaches. Only by such general 
preventive practice in the home ean 


ammonia dermatitis, which has been 


the most prevalent among infants, 
cease to exist. Quaternary products, 
aside from their characteristic in- 


compatibilities, have been. somewhat 
prohibitive both with regard to price 
and ease of application for promotion 
as a residual diaper-treating agent 
in daily home use. 

During the past year and a half a 
synthetic chlorophenol has been in- 
vestigated which appears not only to 
equal the favorable qualities of the 
and quaternary 
ammonium compounds, but also to be 


organic mereurials 


free of many of their shortcomings 
with regard to either safety, cost of 
operation, simplicity of application, 
or physical and bacteriological effi- 
ciency. The drug is an o-benzyl-p- 
chlorophenol formulation. In 
Hexachloro- 


phene,’® being highly compatible with 


many 
respects it resembles 


soaps and eations.’' It possesses a 
low toxicity both orally and euta- 
neously with no evidence of absorp- 
tion through the skin,” and is highly 
toxie to both gram-positive and gram- 
negative bacteria and to fungi. Ef- 
fective in extremely high dilution, it 


ranks in potency against organisms 
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best and 

A physical wetting prop- 
erty causes it to be especially appli- 
For 
home application its use is as simple 
as blueing. At the time of this writ- 
ing, approximately five million con- 
tact-hours with Stero-Test-treated di- 
apers have accumulated on nearly 
2,000 children with no known eases of 
contact dermatitis attributable to the 
chemical impregnant. About 90 per 


the 
mereurials. 


with of quaternaries 


cable in commercial laundering. 


cent of the diapers were treated com- 
mercially, the other 10 per cent in 
home laundering. 


SOME SPECIFIC PHYSICAL, CHEMICAL, 
AND BIOLOGICAL DATA ON STERO-TEST 


Stero-Test (o-benzyl-p-chlorophenol ) 
is a stable, water-soluble, nonvolatile, 
20 per cent active liquid formulation of 
In use dilu- 

It dilutes 
leaves no noticeable odor. 


o-benzy|-p-chlorophenol. 

tion it is slightly alkaline. 
clear and 
In eoneentrated form it has a slight 
phenolic odor which is considered 
pleasant. It shows no signs of ‘‘build- 
up’’ from one rinse to the next, an 
effect which 
pregnation. It 


wetting 


would lead to overim- 
is nonecorrosive, and 
employs a agent which 
greatly enhances penetration of the 
fabric. 

The facilities of several laboratories 
have been employed to ascertain bac- 
teriological values of the drug. Stero- 
Test has a phenol coefficient (USFDA 
method) of 35 against Eberthella ty- 
phosa, and 40 against Staphylococcus 
aureus. Tube dilution studies" indi- 
sate that both in bacteriostatic* and 
bactericidal t Stero-Test 
showed great the 
organisms tested, even in the presence 


ranges 


votency against 
] s 


*Highest dilution which did not allow 
growth after twenty-four-hour incubation. 

+Highest dilution which did not allow 
growth after seventy-four-hour incubation of 
subculture. 
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of 75 parts each of ealeium and mag- 
nesium ions. 

Bacteriostatic end dilution against 
Bact. Stero-Test 
in distilled This 

that, formulated, 
less than one part o-benzyl- 


with 
1 -210.000. 


ammoniage nes 
water is 
indicates properly 
slightly 
p-chlorophenol per million of distilled 
bacteriostasis 
the 


against 


water will produce 


against this organism. In bae- 


tericidal end dilution 
the 


1 -85.000. In 


range, 
organism is 
the 


aureus 


ammonia-forming 
both 


Wie rococcus 


ranges bae- 


terial spore, was 


used as a control. End dilutions with 
this organism were, respectively, 
1:100,000 1 :-40.000, 


less than half that with Bact. ammoni 


and or slightly 
aqgenes., 


Although 


of the drug dropped about 5 per cent 


bacteriostatic efficiency 
with the addition of Ca and Mg ions, 


a noteworthy phenomenon occurred 
the 


this 


bactericidal end dilu- 
End 
was 6 per cent higher with Bact. am- 
and 12 


aureus mn 


regarding 


tion in instanee, dilution 


moniagenes cent higher 


with MM. 
these hard water ions. 


per 
the 
This would in- 


presence of 


possibly a 
Stero-Test 


dicate compatibility, and 
synergistic action between 


and these salts. By comparison, the 
quaternary ammonium compound used 
in these tests had its end dilution low- 
ered 69 per cent with Bact. ammonti 
agenes and 90 per cent with WM. aureus 
when the Ca and Mg ions were added. 
made to de- 


Another study"! was 


termine the effect of urine on the ef- 
representative chemicals 


Clean 


ficiency of 
used for diaper impregnation. 
diapers were rinsed in 1:5,000 dilu- 
alkyl di- 
chloride 


tions of Stero-Test and 


methyl benzyl ammonium 


(quaternary) and a 1:2,500 dilution 
of the most common organic mer- 
eurial compound used for the pur- 
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pose. One group was rinsed in dis- 
tilled water; the other in hard water 
(150 ppm). After being dried, 
swatches were taken from each and 


soaked with sterile urine, then plated 
The 


test was duplicated with 10 per cent 


for zone of inhibition testing. 


sterile urine added to the agar. Stero- 
Test the 
nondiminishing zone of inhibition in 
Alky] di-methy] benzy] 
failed to show 


and mereurial retained a 


all cases. am- 
monium chloride any 
zone of inhibition whatsoever except 
in the ease where distilled water was 
used without the addition of urine to 
the agar. This would appear to in- 
dieate that the components of urine, 
as well as of hard water, retard the 
germicidal effects of this quaternary 
Stero-Test 
displays a 3 to 5 mm, zone of inhibi- 


ammonium compound. 
tion in diapers when the recommend- 
ed dilution is used. 
TOXICITY AND SKIN SENSITIVITY 
The Kettering Laboratory of Ap- 
plied 
completed a project whereby o-ben- 


Physiology in Cineinnati has 


zyl-p-chlorophenol was administered 
to albino rats and rabbits in various 
media and dilutions, both orally and 
cutaneously, to determine the relative 
toxicity and the loeal and systemic 
effects from skin applications of the 
Shelanski’ re- 


ported on several of the quaternary 


various formulations. 


ammonium compounds, one of which 
was alkyl di-methyl benzyl ammonium 
Results with regard to oral 
the 


chloride. 
toxicity of two shown in 
Table I. 

It should be stated that oral tox- 
icity of Stero-Test may vary some- 
As 
administered in these tests, the o-ben- 
the 100 per 


without water- 


are 


what from that shown in Table I. 


zyl-p-chlorophenol was 


eent active material 














STEPHENS ET AL,: 
solubilizing agents found in Stero- 
Test. Both chemicals may be classi- 
fied as having comparatively low tox- 
icity. In Table I, 
the fatal full- 
grown man would be in excess of one 
pint of Stero-Test. 


aecordanee with 


ingested dose for a 


Kettering Laboratory, using a 
formulation equivalent to half-strength 
Stero-Test, applied it to the 


abdominal skin of rabbits. Exposure 


shorn 


periods were two hours daily, five days 


a week for eight weeks. There were 


no signs of systemic illness, but tissues 
in eontact became edematous and in- 
flamed, and subsequent periods of con- 
tact fissures. 


induced hemorrhagic 
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diapers is approximately fifteen times 
as high as the stronger of these two 
dilutions. 

In September, 1950, a 
search project established with 
Stero-Test to whether the 


amount of the drug proved by in vitro 


elinieal re- 
was 


ascertain 


screening to be effective in the pre- 
vention of ammonia formation would 
be equally effective in _ practice. 
urther data 
termine whether there would be any 
attrib- 
utable to the drug in these dilutions. 
At the time of this writing the chem- 
ical has been used in the home treat- 
ment of diapers of over a hundred 


were necessary to de- 


eases of contact dermatitis 


When application of Stero-Test was babies, some of them afflicted with 
discontinued, the tissue healed nor- ammonia dermatitis. The condition 
TABLE I 

L. Dine WHITE RATS GUINEA PIGS | RABBITS 


Quaternary compound 
100% basis 
standard 10% formulation 
O-benzyl-p-chlorophenol 
100% basis 
standard 20% 


formulation 
The rabbits submitted to this 
303 to T80 
eight-week exposure 
1:100 dilution of this 
formulation gave no evidence of loeal 


mally. 
test 


during 


gained from 
the 


period. <A 


erams 


irritation or of systemie intoxication. 
Although continued application of the 
slight increase 
the 
exeretion of sulfates was not affected. 
A dilution of 1:100 
change in gluecuronates or sulfates, 


coneentrate led to a 


in the output of glucuronates, 


produced no 


A pateh-test study (Schwartz meth- 
od) was conducted on a large group ot 
human volunteers employing o-benzyl- 
p-chlorophenol in dilutions of 1:1,000 
and 1:3,000. 
sensitizing with either dilution. 


There were no eases of 
The 
dilution encountered in impregnated 


145 mg./kg. 200 mg./kg. a 
k 


4.5 Gm./kg. 2.0 Gm./kg. ‘ aan 
1.7 Gm./kg. sae eacailense 1.7 Gm./kg. 
8.5 Gm./kg. eee 8.5 Gm./kg. 


promptly cleared in these instances, 
and there was no notice of ammonia 
odor with diapers treated with Stero- 
Test. Mothers Stero-Test 
merely as a fabrie sanitizer for the 


using 


prevention of the diaper rash reported 
ammonia-free diapers without a case 
has been no 


of diaper rash. There 


evidence of contact dermatitis, and 


some mothers have volunteered 
various remarks concerning favorable 
qualities, including economy, notice- 
able retardation of odor, and produe- 
tion of a softer diaper. Others are 
obviously impressed by the hygienic 
benefit of a sanitized fabric. 

In February, 1951, the use of Stero- 
Test was introduced into Pal Diaper 


Service in St. Louis, also for the pur- 











pose of testing ability to prevent 
ammonia dermatitis as well as to 
probe further for any possible cases 
of eontact dermatitis. After four 
months of usage, 250 of the mothers 
using this service were interviewed! 
with completely satisfactory results. 
Because a commercial diaper service 
is expected to produce a diaper which 
will not permit ammonia formation 
while in use, any cases of irritation 


il 


which the mother feels the diaper 
inay be contributary are generally 
reported as complaints. Stero-Test 
has been used on the diapers of 1,500 
children—no rash has been reported 


by the customer. 
SUMMARY 


1. The incidence of ammonia derma- 
titis has been greatly reduced during 
the past thirty vears because of proper 
diagnosis of symptoms and the ini- 
tiation of successful therapeutic 
measures, 

2. Commercial diaper laundries em- 
ploy various chemicals for the pre- 
vention of ammonia dermatitis. The 
chemieals commonly used have been 
either mereurial or quaternary am- 
monium compounds, 

+. Home laundries have had both 
type compounds available but be- 
cause of cost, toxicity, and difficulty 
of handling they have not been 
generally used. 

1. 0-benzyl-p-chlorophenol (Stero- 


Test eliminates these objections in 


addition to showing greater range of 
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effectivity in hard and soft water. 
Soaps, anionie detergents, and organic 
material do not interfere with the bae 
teriostatie or bactericidal efficiency of 


Stero-Test. 
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THE NATURE OF POSTMENINGITIC SUBDURAL EFFUSIONS 


GAYLE G. ARNOLD, M.D. 
RicHMOND, VA. 


S UBDURAL effusions are being seen 


frequently following purulent 


meningitis.’ ** 4 Observers of this 
complication have noted the effusion 


to have a yellow color, a high protein 


content, and it may or may not be 
infected. Very little is available as 
to the pathogenesis of these fluids. 


In an effort to clarify the etiology 
and pathology of subdural effusions, 
these studies on the fluids were under- 
taken. 

Interest in colored fluids related to 
the central nervous system was 
19038 de- 


massive 


fostered by Froin,®> who in 


scribed xanthochromia with 


associated with spinal 
1914, 
spinal fluid showing increased protein 
but 


chromia in spinal block. 


coagulation 
hloek. Nonne,® in deseribed 
pleocytosis or xantho- 
Hanes,’ in 
1916, coordinated these two findings, 


without 


pointed out that they were stages in 
the same process, and must be differ- 
entiated erythrochromia, in 
which the pigment is due to heimor- 
into the fluid. 
Since then many investigators have 
interested in spinal 
fluids. Robinson and Miller* believed 
the benzidine test, when used prop- 
erly, to be valuable in differentiating 
the origin of coloring in the cerebro- 


from 


rhage cerebrospinal 


been eolored 


spinal fluid. 
Material for this study was obtained 
by repeated needling, through the 





From the Department of Pediatrics, Medi- 
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fontanel, of a serous subdural 
effusion, following a purulent menin- 
gitis due to a beta-hemolytie strepto- 
coccus, 

A brief history of the case is as 
follows: 


H. S., a°5-month-old Negro female, 
was admitted to the Pediatrie Service 
of the Medieal College of Virginia 
with a one-week history of respira- 
tory infection, without fever, and a 
thirty-hour history of fever, drowsi- 
ness, and generalized convulsions on 
three occasions. One injection of 
penicillin was given by the referring 
physician, 

Past and family histories were non- 
contributory. 

Physical examination showed a 
comatose infant with 107° F. rectal 
temperature, thrush, and convulsions, 
more marked on the right side. Lum- 
bar puncture revealed turbid fluid 
containing 2,500 cells, of which 84 per 
cent were polymorphonuclears. The 
protein content was 600 mg. per 100 
¢.¢c., sugar was 25 mg. per 100 c.e«., 
chlorides 125 meq. per 1,000 ¢.c. Cul- 
ture showed a beta-hemolytie strepto- 
coecus. 

Treatment was instituted with in- 
travenous aureomycin and _ sulfa- 
diazine, and parenteral penicillin. In 
seventy-two hours the temperature 
had come down but right-sided con- 
vulsions continued. For this reason 
subdural taps were done. From the 
left was obtained 8 ec... of cloudy, 
yellow fluid, whose protein content 
was 1,500 mg. per 100 e.c., culture 
negative; from the right was obtained 
3 e.e. of yellow, slightly cloudy fluid, 
protein 1,800 mg. per 100 ¢.c, culture 
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THE 


No further convulsions oe- 
subdural 
showed fluid variously described as 
dark and 
xanthochromic. The left side showed 
fluid persistently while the right side 
frequently dry. Cerebrospinal 
fluid was clear, colorless, and showed 


negative. 


curred, Repeated taps 


lemon yellow, orange, 


was 


60 mg. per 100 ¢.c. protein. 


The child progressed well. A mild 
right hemiplegia was present, but 
slowly improved. Mental acuity 
seemed normal, 

When, in the sixth week of hos- 
pitalization, fluid was consistently 
found by subdural needling, high 
biparietal burr holes were made, 
through which a thickened dura was 








SERUM 


DESCENDING 











Fig 1 Descending limb electrophoretic 
pattern of serum, showing essentially normal 
pattern Albumin peak on _ right. (Ionic 
strength 0.01, pH 8.6 barbital buffer.) 


thickened pia arachnoid 
was seen, and ‘‘straw-colored’’ fluid 
flowed out bilaterally. No 
other operative lesion was found. 


opened, a 
sae or 


was uneventful fol- 
lowing this, and the baby went home 
on the fifty-seventh day. When seen 
at repeated intervals as an outpatient, 
she was felt to have normal intelli- 
gence and was gradually improving 
the function of the right side. 


C‘onvalescence 


The subdural fluids were examined 
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chemically, and the following ob- 
servations were made :* 
1. The fluid was a clear, bright 


yellow. 

2. Protein content was 900 mg. per 
100 @.e, 

3. The benzidine test was negative 
or doubtful. 

4. Quantitative 
mg. per 100 ¢.c., 


bilirubin was 2.4 
all indirect. 
}. Spectral absorption curve (Beck- 


DU) inal 


absorption peak at 457-458 millimiera. 


man em. cell showed an 


6. Pyrrole test was strongly posi- 


tive. 





Y 


cj} 
























SUBDURAL FLUID DESCENDING 





Fig. 2.—Descending limb_ electrophoretic 
pattern of undiluted subdural fluid. Shaded 
area represents zone containing no pigment, 
indicating that pigment migrates with the 
albumin peak shown at the right. 


7. Electrophoresis of undiluted 
fluid 


alpha,, alpha., beta and gamma globu- 


revealed well-defined albumin, 


lin peaks similar qualitatively to those 
done on the patient’s serum (see Figs. 
1 and 2). 


*Dr. Nelson F. Young, 
of Chemical Pathology, 
Virginia, directed and carried 
terminations, and Dr. Ernst 
search Professor of Physiology, did 
trophoreses. The author wishes to 
his gratitude 


Professor 
Medical College of 
out these de- 
Fischer, Re- 
the elec- 
express 


Associate 











ARNOLD: NATURE OF 
8. No pigment was dialyzed out of 
the fluid during the preparation of 
the sample. 
taken 
in blue light clearly showed that pig- 
the albumin, 
rather than with the alpha and beta 


9. Electrophoretic patterns 


ment migrated with 
fractions, as lipid soluble substances 
usually do. (Fig. 2.) 

10. Fluid clotted, so fibrinogen was 
present, 


11. The 


soluble in 


pigment was _ slightly 


ether when shaken with 


acidified fluid. Adding sodium sulfate 
to the extent of 10 per cent freed the 
pigment which then readily entered 
On bright 


ether. evaporation, a 


orange-yellow residue, insoluble in 
water, but soluble in ether and echloro- 
form, or dilute alkali remained. 

12. The pigment was not fluorescent 
under a Wood lamp. 

In summary, the 
heme origin, but is not bilirubin, and 
It is attached 
perhaps adventitiously. 


pigment is of 


may be a tetrapyrrole. 
to albumin, 
The character of the proteins in the 
fluids points to a gross defect in mem- 
brane permeability at some point be- 
tween the fluid and the plasma. 


DISCUSSION 


Smith and associates* describe 
these effusions as xanthochromic, 
hloody, blood-tinged, deep orange, 
and purulent. MeKay and_ ¢o- 
workers! deseribe them as _ slightly 
cloudy and xanthochromic. In a 
previous publication,* I noted lemon 
vellow, cloudy yellow, yellow puru- 
lent, and yellow translucent fluid. 
Riley? found the fluid markedly 


xanthochromie. Variability in the de- 


gree of yellowness, and variability in 
the 
fluids 


these 
their 


quantitative protein of 


furnish evidence’ of 





POSTMENINGITIC 


SUBDURAL EFFUSIONS 759 
erythrochromatie origin, as described 
by Hanes.’ Further confirmation of 
this origin is offered by the electro- 
phoretie pattern of the fluid, since it 
is essentially the same as that of blood 
protein. The coloring pigment was 
demonstrated to be a single pigment, 
hemoglobin, 
that 


in- 


fluid 


and 
the 


derived from 


creases our evidence 

derives from blood. 
Spitz and associates® suggested in 

1945 five possible modes of origin of 


subdural effusions: 


1. Direet extension through the 

arachnoid membrane, 

the arach- 

noid villi, which may show a necrosis 
‘With 

the villi, 

the selective permeability of the mem- 


disturbed 


2. Extension through 
of the boundary membranes. 
less severe involvement of 


brane may simply be 
enough to permit the passage of baec- 
without 
the membrane barrier.”’ 

the 


veins with septic thrombi. 


teria, actual destruction of 


9 


3. Involvement of bridging 
4. Thrombophlebitis of the bridg- 
ing veins with secondary thrombosis 
of the sinus, with retrograde involve- 
ment of the subdural space over the 
paechionian granulations. 
the 
arachnoid and the dura by a blood- 


5. Simultaneous infection § of 
borne infection. 

The suggestion of a necrosis of the 
the 
noid villi is an attractive one. 


arach- 
Per- 


meability of the membranes might be 


boundary membranes of 


altered by a leptomeningitis to allow 
passage of blood or blood serum in- 
to the subdural space, and whether 
or not there was a bacteremia present 
at the time of the ‘‘leak’’ might de- 
the effusion 


termine whether were a 


serous or a purulent one, 





760 THE JOURNAL 


SUMMARY 


l. Studies on the subdural fluid 
complicating a meningitis due to a 
heta-hemolytic streptococcus were 
earried out. 

2. The protein in subdural effusions 
is blood protein as demonstrated by 
electrophoresis. 

3. The yellow pigment present in 
subdural effusions is one pigment and 
is derived from heme. 

4. Subdural fluids, following puru- 
lent meningitis, should therefore be 
classed as erythrochromatiec, and not 
xanthoehromatie. 

5. Damage to the arachnoid bound- 
ary membrane to allow passage of 
serum, cells, and at times bacteria in- 
to the subdural space is an attractive 
suggestion as to the pathogenesis of 


this condition. 
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FURTHER STUDIES OF THE USE OF MEAT IN THE DIET OF 


INFANTS AND YOUNG CHILDREN 
Ruru M. Leverton, Pu.D., LiIncoun, Nes., GEORGE CLARK, M.D., OMAHA, NEB., 
PauL M. Bancrort, M.D., AND ESTHER CoPpEMAN, B.S., LIncoLn, NEs. 


HE the diet of 
young infants is receiving consid- 
MeQuarrie and 
Ziegler' have used strained meat as a 


use of meat in 


erable attention. 
souree of protein in a mineral-enriched 


meat formula designed for children 


who for some reason are not able to 
tolerate milk. Sisson and co-workers? 
have evaluated the use of strained meat 
in the diets of premature infants. Bal- 
ance studies of nitrogen, fat, caleium, 
phosphorus, and iron were conducted 
on eighteen premature infants from 
The infants re- 
ceived a milk formula followed by the 
formula with one-third of the milk pro- 


tein replaced by meat, or they received 


12 to 50 days of age. 


a formula of mineral-enriched meat 


and olive oil. Observations were made 
and growth, 
The 


ers conclude, ‘‘Meat protein is as well 


on changes in weight 


general clinical condition. work- 
stools, hemoglobin, serum protein, and 
consumed and utilized as milk protein 
by the premature infant and is, there- 
fore, as safe and efficient a source of 
protein as milk. The fat absorption of 
the premature 
cantly altered when the milk fat in the 
diet is partly or wholly replaced by 


infant is not signifi- 


meat fat or meat fat and olive oil.’’ 


The meat diet resulted in better iron 
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the milk diet but the 
meat diet did not prevent the physio- 
fall in 
protein in the blood. 


retention than 


logical hemoglobin and _ total 

Andelman and associates* found no 
significant difference in hemoglobin or 
red cell values of infants at 12 weeks 
of age who had received breast milk, 
formula, or formula plus meat. How- 
ever, at 20 weeks of age the infants 
receiving the formula plus meat had 
coneentration higher 
than the infants on the other two re- 


a hemoglobin 


gimes, and significantly greater than 
that of the the 
alone. They state, ‘‘The data suggest 


infants on formula 
that meat may contain some hemoglo- 
bin-producing substance which is not 
present in the cow’s milk formula even 
when adequate iron is provided. It 
appears to be a problem worthy of 
further study.”’ 

Leverton and Clark* reported on a 
preliminary study which showed that 
meat added to the formula of bottle- 
fed infants beginning when they were 
6 weeks old promoted the formation of 
hemoglobin and red cells above that in 
infants who served as controls and re- 
ceived no meat. It is now possible to 
report on the completed work which 
twenty-eight in- 
fants living in their own homes, and 


includes results on 
sixty infants and twenty-eight young 
children living in a child-care institu- 
tion. 











THE 





PROCEDURE 


The plan of the study was to add 
some of the sub- 
the 


those of control subjects who received 


meat to the diet of 


jects and compare results with 
no meat; or to have the subjects act 
as their own controls and compare the 
the diet 
The 


determination of 


results on with and without 


added 


ured by 


results were meas- 
the 
elobin and red cell content of the blood 


meat. 
hemo- 


and by clinical investigations. 

The subjects were grouped as fol- 
lows: Group I ineluded twenty-eight 
healthy infants who lived in their own 
homes and were private patients of the 


(P.M.B.). 


prescribed an ounce ot 


pediatrician For thirteen 
of them he 
strained beef to be given daily begin- 
ning when the infant was 8 weeks old 


and inereased gradually to 2 


ounces 
by the time the infant was 6 months 
was continued until 


old. 


formula 


old; this amount 


the infant was 9 to 12 months 


The 


if one was used, or otherwise fed by 


meat was added to the 


spoon. It was dispensed by preserip- 


tion and purehase records indicated 
that the infants reeeived only about 
The other 


infants served as controls and 


half the amount preseribed. 
fifteen 
had no meat prescribed for them. <A 
vitamin D coneentrate was given to all 


the infants, and cereal, fruits, vege- 


tables, and eggs were recommended at 
the usual ages for sueh additions. 
Group II ineluded sixty healthy in- 


fants in the child-eare institution. 


They were on a formula of fresh milk 


with Dextri-Maltose, and reeeived 25 


me. of asecorbie acid and a vitamin D 


concentrate daily. Forty-seven infants 


were placed on the study, either as con- 


trols or to receive meat when they 


were 6 or S& weeks of and then 


age 
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were studied for eight weeks until they 
were 14 and 16 weeks old, respectively. 
Thirteen infants were placed on meat 
at 10 weeks of age and followed until 
they were 20 weeks old; they had no 
controls. The strained meat was mixed 
the 
amount of 


with formula for each feeding. 


The 


quantity necessary to increase the pro- 


meat added was the 
tein content of each infant’s formula 
25 per cent; the amount varied from 
24 to 30 Gm. daily. Veal, beef, pork, 
and lamb were used; one variety was 
used each week and then the sequence 
was repeated. The Dextri-Maltose was 


decreased to compensate for the eal- 


ories furnished by the meat. 


Group III ineluded twenty-eight 
children in the same institution who 
ranged in age from 12 to 24 months 


and ealled ‘‘toddlers.’’ They 
were studied for one month before the 


were 


period of meat supplementation, dur- 
ing a four-month period of meat sup- 
plementation, and for one month after- 
Thus they served as their own 
All the meals for three days 


ward. 
controls. 
of every week were analyzed to deter- 
their The 
standardized institution diet provided 
44 Gm. of protein per child. 
child 
food and ate everything served to him. 
When 100 
meat were added daily (divided among 
the 
total protein intake supplied by the 
diet 


mine nitrogen content. 
Every 
was served the same amount of 
or diced 


(im. of strained 


three meals) the portion of the 


institution dropped to 36 Gm. 
Thus the meat supplement resulted in 
a daily net inerease of 12 Gm. of pro- 
The total daily protein intake 
the four- 
supplementa- 


tein. 


was then 56 Gm. during 


month period of meat 
tion as compared with 44 Gm. before 


and after. 
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A member of the research staff RESULTS 
worked full time at the institution In Tables I and II are shown the 
making the formulas in which meat mean hemoglobin and red eell values 


was ineluded, taking samples of the 
toddlers’ diets for nitrogen analysis, 
adding meat to their meals, and keep- 
illness, ineluding 


ing all reeords of 


colds. 

Hemoglobin and red cell values were 
determined on all subjects immediately 
before the addition of meat to their 
Subsequent tests were made at 
Tables | 


11—three months for the private pa- 


diets. 


the intervals shown in and 
tients, two and four weeks for the in- 
fants and toddlers in the institution. 
In most instances duplicate determina- 
tions were made at each test. An elee- 
tric colorimeter was used for the de- 


termination of hemoglobin values. 
As with any study dealing with hu- 

man subjects, there were unavoidable 

Three times as 


irregularities. many 


infants and toddlers were started on 
the study, either as controls or to re- 
ceive meat, as ever completed it or ean 
he included in this report. In the case 
of the private patients many were ir- 
regular in reporting to the pediatri- 
cian and occasionally the mother of an 
infant, who was considered a control 
subject, added meat to the child’s diet 
on her own initiative and made it 
necessary to omit the child from the 
study. In the case of the institution 
subjects, some were adopted or trans- 
ferred to another department, while 
a few developed indications of physi- 
which kept 
from being normal subjects. However, 


cal abnormalities them 
significance is added to the results by 
the subjects who 
rigidly followed through the plan of 
the study. 


reporting only on 





of each of the three groups of subjects. 
The results are expressed in grams per 
cent and millions per cubie millimeter, 
respectively, and also in percentage of 
the initial value before the subjects 
were given meat or kept as controls. 
If there was an irregularity, such as 
failure to report to the pediatrician for 
a test, this percentage was based not 
on the mean initial value of all sub- 
jects but only of those tested. 

In Groups I and IT the hemoglobin 
and red cell values of the infants who 
received meat increased above those of 
subjects who served as controls and 
above the values at the beginning of 
the 
their own homes, did not show as much 


the study. Group I, infants in 
improvement by three months of age 
as Group IT, the infants at the institu- 
tion. However, the infants in Group 
I had higher initial values and received 
only half as much meat as the infants 
in Group II. 

The blood values of Group III, the 
toddlers, improved steadily during the 
four months while meat was added to 
the diet, but dropped to the initial 
levels when the meat supplement was 
discontinued. 

It may be considered significant that 
the blood values for subjects receiving 
meat never decreased below their in- 
itial values. Although the variability 
in blood values between subjects and 
between times of testing was too great 
to have the differences statistically sig- 
nificant, the trend of the values was 
consistently in favor of the meat sup- 
plementations. 
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There was no difference in growth, 
weight, and height of the meat and 
control groups although at the institu- 
tion the meat groups gained weight 


slightly more uniformly. Stool records 


OF 


PEDIATRICS 


did the interfere wit 


plant the milk intake 


meat 


The incidence of colds wa 
the 
in Group 


conti 
the 


meat-fed and 


for 
el 


Th 


during 
the study. 


showed no abnormalities. In no ease’ they were on 
TABLE I. MEAN BLOOD VALUES OF THE INFANTS 
AGI | HEMO 
\1 SUB HEMO RED | GLOBI 
NO, OF BEGIN SEQUENT! GLOBIN CELLS Jo « 
GROUP SUBJECTS NING rESTS GM. & M./C.MM., 
months 
Group | Private 
patients 
Meat 13 2 11.1 i 100 
3 11.3 82 102 
6 11.7 3.90 105 
y 11.9 4.13 107 
Control 15 P-4 12.7 ames) 100 
> 11.7 3.85 92 
6 11.7 OS 92 
iw) 11.8 £.00 O3 
Group II In child 
eare institution 
Meat S] 6 10.6 64 100 
12 11.6 $15 109 
14 12.0 1.42 113 
Control 18 ( 10.5 3.81 100 
2 10.5 3.93 100 
14 10.5 3.87 98 
Meat 3 g 11.3 3.80 100 
10 12.0 3.97 106 
12 12.4 3.86 110 
16 13.2 5.04 117 
Control 5 8 11.8 4.15 100 
10 10.5 4.11 89 
12 11.0 1.11 93 
16 10.5 £51 92 
Meat 13 10 10.9 4.18 100 
12 11.4 £51 105 
14 12.9 1.99 118 
16 11.9 1.67 109 
1s 12.7 1.67 117 
20 12.6 5.27 116 


TABLE II. MEAN BLOOD VALUES OF THI 
ILEMOGLOBIN 
TIME OF TESTS GM. & | 
During one month before 11.8 
meat supplement was 
added 
Months on meat: l 12.8 
2 12.8 
o 13.4 
} 13.5 
One month after meat sup 11.7 


plement was discontinued 


TWENTY-EIGHT TODDLERS (GROUT 
RED CELLS HEMOGLOBIN R 
M./C.MM. Y% OF INITIAL 

4.82 100 

109 

109 

11s 

1l4 

ag 








h or sup- 
S recorded 
‘ol infants 


eht 
e meat-fed 


weeks 


N CELLS 
)F INITIAI 


VALUF 


100 
103 
L105 
11] 
100 

OS 
10] 


102 


» IIL) 


ED 
VALUE 
100 


CELLS 


107 
111 
11] 
110 
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this 
period; no infant had more than three 


infants averaged two eolds for 


or less than one eold. The duration 


ranged from one to three days and 
often the cold was no more than a ease 
The 


among the control infants ranged from 


of ‘‘sniffles.”’ number of eolds 
four which 


All the 


same 


three to six and averaged 
lasted from two to six days. 
infants were kept in the 
infants not on the 
the the 
meat-fed babies were kept along the 


room 


with many other 


study. In general eribs of 
outside walls under the large windows 
of the nursery where the temperature 
was lower and drafts were much 
vreater than in the center of the room 
where the other cribs were kept. 
Colds 


dueed also. 


amone the toddlers were re- 
The staff members stated 
that colds were frequent and lingering 
among these children because they 
played, ate, and slept together in the 
In the four months (Oc- 
the 


supplement there were only fourteen 


same rooms. 
tober through January) of meat 
colds among twelve of the twenty-eight 


toddlers. These colds lasted two to 


three days and none spread to the 
whole group. 

In addition to the blood values and 
incidenee of colds there were certain 
informative observations. 

The mothers of the infants in Group 
I were enthusiastic about the results 
of using meat. In their opinions the 


had 


the family 


fewer colds (even when 


had 


habits, and appeared better satisfied 


infants 
colds), better sleep 


than their other babies who had _ not 
had meat. 

At the institution, records of erying, 
and comments of the nursing staff in- 
dieated that the babies who had meat 
routinely were more satisfied and slept 


The 


better at night than the controls. 
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pediatrician (G.C.) in charge of the 
medical care for all the children con- 
sidered that the babies were in a better 
physical condition as a result of receiv- 
ing the meat supplement. 


DISCUSSION 


that meat 


is effective in promoting hemoglobin 


These data demonstrate 


and red cell formation in the infant. 
The essentiality of iron for the produe- 
known. 


There is also considerable evidence that 


tion of hemoglobin is well 
protein, too, is needed for the forma- 
tion of and 


their data on eol- 


hemoglobin. Leverton 
Marsh® found that 
lege women . emphasize the im- 
portance and value of dietary factors 
the 


simple hypochromie anemia prevalent 


other than iron in overeoming 
among women.”’ 
that 
to lack of protein as to the lack of iron 
and that protein is essential to its 
Stare and Thorn’ state, ‘‘Of 
various 


Lyneh and Snively® 


report ‘‘Anemia is as much due 


cure.’’ 
the 


necessary in 


substances known to be 
formation, 
the 


and ¢o- 


hemoglobin 
are needed in 
Weech 


workers*® found that dogs on diets de- 


protein and iron 


largest amounts.”’ 
ficient in protein developed deficits in 
both erythrocytes 
Meat is 


souree of 


and hemoglobin. 


recognized as an _ excellent 
iron as well as protein of 
high quality, and the effect that the 
meat had on the hemoglobin and red 
blood cell values of the infants on this 
study was no doubt due, in part at 
least, to these nutrients. It is possible 
that other known or unknown factors 
in meat were also involved. 

The fact that 
a dietary supplement of meat had ap- 


the infants receiving 


proximately one-half as many colds as 
the control subjects, and that the dura- 


{ion of the colds was reduced suggests 
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that the feeding of meat to infants 
helps to prevent and shorten the dura- 
tion of colds. <A similar report has 
been made by Lyneh and Snively,® 


namely, that upper respiratory tract 


infections are frequent in hypopro- 


teinemie children, a condition that is 
alleviated by the feeding of a diet con- 
faining an abundance of protein foods 


fa hl 
rhe 


relationship of protein intake to anti- 


such, as meat, eggs, cheese, ete. 


body formation and to the oecurrence 


of infections has been firmly estab- 


lished by the classie works of Cannon,° 
and Madden and Whipple.’® Thus the 
additional protein supplied to the diet 
of the infants by the meat eould have 
for their increased 


been responsible 


resistance to colds. 


SUMMARY 


Twenty-eight infants in their own 


homes, and sixty infants and twenty- 
eight ‘‘toddlers’’ in a child-care insti- 


tution were subjeets for a study of the 


effect of the addition of meat to the 
diet. 
Hemoglobin and red cell values of 


the infants who received meat in- 
ereased above those who served as con- 
trols. The toddlers were their own con- 
trols and their blood values rose dur 
ing a four-month period of meat sup- 
plementation and dropped when it was 
diseontinued. 

The incidence of colds in the institu- 
tion was reduced among the meat-fed 
infants. All infants were reported to 


have slept better and appeared more 
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satisfied when they received the meat 
supplement. 

No adverse symptoms of any kind 
resulted from the addition of meat to 
the diets of children even as young as 
the interfere 
with milk consumption. 

On 
appears to be a definite place for meat 


6 weeks, nor did meat 


the basis of the findings there 


in the diet of infants and young chil 
dren. 


The authors wish to express their apprecia 
tion for the cooperation of the mothers, and 
of the staff members of the institution. 
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VISCID BRONCHOPULMONARY SECRETIONS 
Josepu B, Minter, M.D..* anp Epwarp H. Boyer, M.D.** 
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WitH THE TECHNICAL ASSISTANCE OF J. L. Swan, E. G. Hamet, S. S. K1ILgore, 
Ropert OwEns, S.J., B.S., AND Emma M. Boyer 


RONCHIAL obstruction due to ae- 

cumulation of thick viscid mucous 
or mucopurulent exudate is an old 
and unsolved problem in the manage- 
ment of respiratory diseases. A great 
many diseases and conditions of the 
lungs are caused, accompanied, or 
potentially complicated by the pres- 
ence of excessive or thickened bron- 
chopulmonary secretions. These in- 
clude eystie fibrosis, asthma, bronechiec- 
tasis, lung abscess, tuberculosis, laryn- 
gotracheobronchitis, pertussis, bron- 
chiolitis, bronchopneumonia, diaphrag- 
matie paralysis due to poliomyelitis 
or encephalitis, and a great many 
others. Such secretions also accom- 
pany general anesthesia, thoracie sur- 
gery, tracheotomy, inhalation of nox- 
ious gases or dusts, and aspiration of 
material such as foreign bodies, gas- 
trie contents, or amniotie fluid. 

The chief danger of retained secre- 
tions is airway obstruction. This may 
involve a lobule, segment, lobe or en- 
tire lung, and may result in atelec- 
tasis, emphysema, or infection behind 
the obstruction. Some of these se- 
quelae require prolonged medical care 
and/or surgical removal of affected 

This project was performed in the labora- 
tories of Spring Hill College, through the 
cooperation of Reverend P. H. Yancey, S.J., 
Ph.D., Director of the Department of Biology, 
Spring Hill College, Mobile, Ala. 

*Research Associate, Department of Bi- 
ology, Spring Hill College, Mobile, Ala. Pres- 
ent address: 904 Dauphin St., Mobile, Ala. 


**Director of Department of Pathology, 
Providence Hospital, Mobile, Ala 
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tissues, and may be a eause of dis- 
ability or limited activity for long 
periods of time. Hence the impor- 
tance of liquifying and removing se- 
eretions before the occurrence of air- 
way obstruction and its potential com- 
plications. 

One of us (J. B. M.) has been em- 
plovying a new and uniquely effective 
method of liquifying respiratory se- 
eretions. This consists in the inhala- 
tion of an aerosol mist of a new de- 
tergent, Triton A-20. The sputum- 
liquifying effect of Triton A-20 was 
first noted as a side effect in a group 
of adults being treated with aerosols 
for pulmonary tuberculosis. The 
studies on tuberculous adults followed 
a promising study performed on tu- 
bereulous children at Sea View Hos- 
pital, in association with Dr. Harold 
A. Abramson and Dr. Bret Ratner, 
which has been reported elsewhere.'* 

These adult patients had been rais- 
ing a thick viscid sputum with great 
difficulty and only after prolonged 


coughing spells. Almost immediately 


after beginning treatment with Triton 
A-20 aerosols, their secretions became 
thin and watery, and were raised with 


ease. Trials of Triton A-20 were then 


-arried out in‘ various types of chronic 
pulmonary diseases characterized by 


highly viscid sputum, and the thinning 
effect was found to be eonstant and 


dependable. Finally, it was substi- 
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tuted for humidifying procedures for 
the treatment of sueh childhood dis- 
eases as acute laryngotracheobron- 
chitis, and was found to be much 
more effective for thinning mucopuru- 
lent exudate than steam or plain 
water aerosol. — 

At this point it was considered de 
sirable to work out the pulmonary 
toxicity of Triton A-20 in more detail. 
In reviewing our own data, we noted 
that Triton A-20 had been adminis- 
tered in concentrations of 0.1 per cent 
for two hours a day for periods up to 
six months in the treatment of child- 
hood and adult tubereulosis.* It had 
also been administered in 0.5 per cent 
concentrations continuously, twenty- 
four hours a day for many days or 
weeks in cases of severe croup, 
asthma, and neonatal atelectasis.‘ A 
5 per cent solution had been used in- 
termittently or continuously in sev- 
eral children for similar periods. 
These clinical eases will be reported 
in detail in a later publication. 

One of us (J. B. M.) had inhaled 
the detergent for a few minutes at 
a time in concentrations up to 50 per 
cent noting no irritation or discomfort 
except that an unpleasant taste oe- 
curred at 10 per cent becoming ex- 


tremely nauseating at 50 per cent. 


PLAN OF STUDY 


An animal study was then initiated 
to gain insight into any possible toxie 
effects on the lungs of aerosols of high 
coneentrations of Triton A-20. The 
plan of the project was to expose 
white rats in a transparent plastie- 
lined eage to an aerosol of a given 
concentration of Triton A-20 for eight 
hours a day for six consecutive days. 
An attempt was to be made to reach 
a concentration toxic enough to pro- 


duee respiratory symptoms or pul- 
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monary damage so that a therapeutic 
index could be determined by com- 
parison of a toxie with a therapeutic 


concentration. 


PROCEDURE 


The aerosol was generated in a De 
Vilbiss No. 40 nebulizer* by a motor- 
driven air compressor. The volume 
velocity of flow was approximately 8 
to 10 liters per minute. Three ani- 
mals were placed in a_ plastic-lined 
cage, into whieh the aerosol was di- 
rected for eight hours a dav for six 
consecutive days. During the other 
sixteen hours of eaeh day, the plastic 
top was replaced by a wire top to 
allow the breathing of ordinary room 
air. The animals were given the usual 
feedings and water ad lib. Their 
weights, activities, symptoms, and re- 
actions during treatment were re- 
corded. One animal was sacrificed at 
the end of the week of treatment, a 
second one a week later, and the third 
one three weeks later, as a determinant 
of any possible late effects. The lungs 
and bronehi were examined grossly 
and microscopically for any evidence 
of irritative or toxie changes. The 
following coneentrations of Triton A- 
20 were employed: 0.1 per cent, 1 per 
cent, 10 per cent, and 50 per cent. ’ 
In addition, three control animals 
were exposed to an aerosol ot plain 
water under exactly the same con- 
ditions and for the same length of 
time, and a fourth control animal was 
examined without any aerosol expo- 


sure whatsoever. 
RESULTS 


Reactions During Treatment.—The 


animals were remarkably free of any 


*The nebulizers were generously supplied 
by Mr. Donald Fenstermaker, The De Vilbiss 
Co., Toledo, Ohio, and Mr. Phillip Bonesteel, 
The De Vilbiss Co., New York, N. Y. 








MILLER ET AL.: DISSOLVING VISCID 


untoward reactions, and exhibited no 
reddening of the external nares, sneez- 
ing, rubbing of the nares with the 
paws, dyspnea, or any other respira- 
tory difficulties. They continued to 
eat and drink as usual. The only 
change of behavior noted was a tend- 
ency to huddle together particularly 
during the first hour or two of ex- 
posure each day, but they would then 
relax and wander about the cage, of- 
ten poking and holding their noses 
directly into the tube through which 
the aerosol entered the cage. 

Pathological Changes.—None of the 
lungs showed any gross or miecroseopic 
effects of treatment. The lungs of the 
treated animals, even in the 50 per 
cent group, could not be distinguished 
grossly or microscopically from the 
lungs of the control animals. The 
hbronehi and alveoli were totally free 
of any evidence of physical or chemi- 
cal irritation or inflammatory reac- 
tion. After mixing up the slides and 
re-examining them, there was not the 
slightest elue on which to hazard a 
guess as to the identity of the slide 
heing examined. 


COMMENT 


lor practical purposes, this study 
demonstrates the lack of pulmonary 
toxicity of Triton A-20 aerosols in 
high concentration over long periods 
of time. We cannot state, of course, 
that concentrations above 50 per cent 
might not conceivably exert toxie ef- 
feets, but the 50 per cent solution is 
the highest possible concentration that 
can pass through the small capillary 
tubes of the nebulizer. Furthermore, 
this is at least one hundred times more 
concentrated than any solution ever 
required so far for human use. The 
absence of demonstrable pulmonary 
toxicity in these animals is in complete 
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agreement with the clinical experi- 


ences reviewed above. 

As a further control study, this ex- 
periment is now being repeated, em- 
ploving a great many other deter- 
gents. While the data are not yet 
completed, it ean be stated here that 
definite severe symptoms and_ toxic 
changes are already being observed 
when detergents other than Triton A- 
20 are employed. These will be the 


subject of another report. 


DISCUSSION 

Triton A-20 is designated chemi- 
cally as an alkylarvl poly-ether aleo- 
hol. Its advantages over other deter- 
gents for medical use are its physical 
activity in lowering surface tension 
and its chemical inertness. It is 
stable in the presence of strong acids 
and alkalies, is unaffected by boiling 
or prolonged standing, and is com- 
patible in solution with antibiotics, 
buffer salts, and a wide variety of 
medicinals. It is not digested by 
tissue lipases as are other synthetic 
detergents, and thus retains its de- 
tergency almost indefinitely in the 
tissues. 

Its lack of toxicity to living cells is 
attested by the fact that it has been 
employed in a culture medium for 
growing bacteria.” ® Its effect on red 
blood cells has been compared to a 
great many other detergents, and it 
has been found to be almost unique in 
that it does not cause hemolysis of the 
cells even in concentrations 1,000-fold 
greater tnan is necessary to produce 
hemolysis with the other detergents. 
At the same time, the surface tension 
depression was greater with Triton A- 
20 than with the other detergents.’ 
The same study demonstrated that 
when injected intraperitoneally in 
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mice, the toxicity of the other deter- 

S00 to 2.500 times 
A-20. 


series of studies, Triton 


gents was at least 


greater than that of Triton 
In another 
A-20 intravenously in 


was injected 


rabbits.*® One group of rabbits re 
ceived a single intravenous injection 
of 50 per cent Triton A-20, 2.5 ee 


per kilogram Another group received 


repeated intravenous injections of 4 


ec. of 50 per cent Triton A-20 twice 
weekly for nine weeks. This experi 
ment was repeated using mice and 
guinea pigs instead of rabbits. The 


effect of such injections is to greatly 
the blood to 
earry lipids, so that a marked hyper- 
This 


lasts from five to fifteen days after a 


increase the ability of 


lipemia results hyperlipemia 


single injection, in contrast to a 


twenty-four- to forty-eight-hour hy 


perlipemia resulting from the injee- 


detergent. This is 
the stability of 


tion of another 


further evidence of 
Triton A-20, sinee it was not rapidly 
hydrolyzed by tissue enzymes as was 
the other detergent 

In these same animals, the first de 
hemol- 
died 


pneumonia 


intravascular 


the 


tergent eaused 


ysis, and some of animals 
of liver degeneration or 


With Triton 


there was no intravaseular hemolysis 


A-20 injections, however, 


and no deaths. There were no ab- 
normalities noted in blood and urine 
studies during life, and complete 


microscopic examinations ol all tissues 
in sacrificed animals showed no patho 
logieal changes The only deleterious 


effect noted was a convulsive reaction 
sub- 


effect 


immediately after Injection and 


siding in a few minutes: this 


was quite transitory, and upon re 


The 


and 


covery there were no sequelae 


animals were healthy, ate well, 


gained we ight 
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There are no data available on the 


oral or parenteral use of Triton A-20 
in human beings. The only data on 
the administration of Triton A-20 in 
human beings are by the aerosol route, 
and this has all been based on the 
personal experiences of one of us 
(J. B. M.).* These experiences have 
been briefly reviewed above. Thev 


cover a three-vear period, and _ total 
These 


premature 


several hundred patients. pa- 


tients have ineluded and 


full-term infants with neonatal atelee- 
tasis; infants and children with spas 
bronchiolitis, aeute 


modie eroup, 


larvngotracheobronchitis, echronie 


bronchitis, bronchopneumonia, and 
evstic fibrosis of the panereas and 
lungs’; children and adults with 


tubereu- 
children 


asthma, bronchiectasis, and 


and a large group of 
and adults who inhaled a mixture con- 
Triton A-20 


for surface anesthesia before bron 


losis: 


taining Pontoecaine and 


echography and bronchoseopy.'» ' si 


Despite close clinical and laboratory 


observation, there has never been a 


single toxie sign or symptom noted. 


CONCLUSIONS 
This animal experiment is a 
that Triton A- 
20 is a detergent of extremely low or 


eon 


elusive demonstration 


no pulmonary toxicity, perfectly safe 


to administer in effective concentra 


tion, by the aerosol route. There are 


many valuable medical uses for sueh 


a detergent, and these have been and 
are now under intensive investigation. 
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THE TREATMENT OF TETANUS 


TEN CONSECUTIVE CASES WitH RECOVERY 


Winuiam EF. 


SeGAR, M.D., Paut A. LirrLerietp, M.))., 


AND 


Dwain N. WaALCHER, M.D. 
INDIANAPOLIS, IND. 


ILE suecessful management of two 
the 
tetanus antitoxin, curare, penicillin, 


eases of tetanus with use 


sulfadiazine, tracheotomy, and seda- 


tion was reported by Harris and asso- 


ciates' in 1948. In 1950 Tueker and 
Lasater® indicated that their mor- 
tality rate was reduced when they 
added the use of penicillin, ecurare, 
and tracheotomy to their management 
which had formerly consisted of 
tetanus antitoxin, sedation, and ex- 


cision of the local wound. 

At this institution a close coopera- 
tive management of all patients with 
tetanus has been developed between 
the pediatric and anesthesia depart- 
1949, to 


a ecurare derivative, to emphasize 


ments. In July, we began 


use 


the barbiturates as anesthetie agents, 


and began to perform a tracheotomy 
on certain more serious cases. In the 
ensuing eighteen-month period ten 


patients, all of whom recovered, were 
treated in this manner. Table I sum- 
arizes these eases, and a detailed re- 


port of one of them follows. 


N. F., a 13-year-old boy, was ad- 
mitted to the hospital on April 4, 
1950, complaining of a tight sensation 
in his chest with progressively more 
difficulty in opening his mouth. About 
two weeks prior to admission he had 
developed a painful, swollen, inflamed 


left great toe with some purulent 
drainage about the nail. Tetanus 

From the Departments of Pediatrics and 
Anesthesiology, Indiana University Medical 
Center 


of 


antitoxin was not given at that time. 
There was no history of a foreign 
body at this site, nor was there a his- 
tory of trauma. 

On admission he had a temperature 
of 100° F.; the interineisor distance 
was about 2 em.; the back was mod- 
erately stiff; the deep reflexes were 
hyperactive; the skin showed no evi- 
dence of recent trauma; and the left 
great toe appeared normal, 


ile was immediately given 40,000 


units of tetanus antitoxin  intra- 
museularly and placed on 400,000 
units of penicillin daily. The night of 
admission he received 100 mg. of 
Seconal orally. His treatment the 
following day included a_ glucose- 
saline infusion beeause he had diffi- 


culty taking adequate fluids by mouth 
and 100 mg. of Seconal every six 
hours. Beeause of increased irrita- 
bility and some episodes of spasm, on 
the third hospital day the sedative 
was changed to a 0.1 per cent 
Pentothal Sodium infusion and 1 mg. 
Metubine lodide every three hours. 
Oxygen by nasal catheter was started. 
A tracheotomy was done on the fourth 
hospital day. _The maximum mediea- 
tion given per unit of time was on 
the fifth hospital day when he re- 
ceived 2 mg. Metubine Iodide every 
two hours and 200 mg. of Seeconal 
by rectum every four hours combined 
with 120 e¢.c. per hour of a 0.1 per 
cent solution of Pentothal Sodium. 
The patient was hyperventilated with 
earbon dioxide every two hours dur- 
ing the maximum sedation. During 
this period he was maintained com- 
pletely on parenteral fluids consisting 
of glucose, saline, plasma, and paren- 
teral vitamins. On the ninth hospital 
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day oral fluids were started; on the 
twelfth hospital day the tracheotomy 
tube was removed, and special nursing 
care was discontinued. The patient’s 
recovery was complete, and he was 
discharged on the twenty-first hos- 
pital day. 


After reviewing a series of fifty -SiX 
cases, Pratt® suggested the following 
criteria for judging the severity of 
the disease: length of the ineubation 
period, time from onset of symptoms 
until the onset of definite generalized 
musele spasm, severity of the infee- 
tion as judged at the time of admis- 
sion, the frequeney and severity ot 
spasms, and the amount of sedative 
required. Utilizing these eriteria, five 
of our patients were considered 
severe: two. moderate: and three, 
mild. 

Though there has not been complete 
agreement as to the most effective 
total dosage, route, and frequency of 
administration of tetanus antitoxin, 
we recommend a single administra- 
tion of from 40,000 to 80,000 units 
intramuscularly following the routine 
testing for serum sensitivity. We do 
not advoeate intratheeal antitoxin 
therapy. If débridement is indieated, 
additional tetanus antitoxin should be 
given locally about the operative site. 

All of the patients received peni- 
cillin, which, though it may have little 
or no effect on the disease itself, is of 
value in eombating the secondary 
pulmonary complications which may 
prove fatal to the patient. 

Humidified oxygen was adminis- 
tered by nasal catheter or via the 
tracheotomy tube. Catheter adminis- 
tration is preferred to an oxygen tent, 
since a high concentration of oxygen 


is obtained, and the patient is more 


accessible for nursing care. 
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Hyperventilation was used as 
prophylaxis against atelectasis and in 
therapy once atelectasis had oceurred. 
The trachea and main stem bronchi 
were aspirated before the patient was 
hyperventilated. About 1.500 e.e. of 
LOO per cent earbon dioxide were ad- 
ministered by an open system. This 
was accomplished by holding the de- 
livery tube about twelve inches from 
the patient’s face. He was allowed to 
hyperventilate from a few seconds to 
as much as a minute depending upon 
his state of muscular relaxation. TF ol- 
lowing this, deep aspiration was again 
performed to clear any secretions dis- 
lodged by the procedure. 

Six of the ten patients were unable 
to take fluids by mouth. These six 
patients were maintained on intrave- 
nous glucose, saline, plasma, and 
parenteral vitamins for from three to 
fifteen days. 

Constant nursing supervision was 
provided for all patients during the 
acute phase of their illness and as 
long as a tracheotomy tube was in 
place. 

The débridement of a wound or the 
exploration of a potential site of toxin 
production was handled in the man- 
ner advocated by Spaeth* and also 
Calvin,® who stated that ‘‘only such 
surgery is to be recommended as 
would be required if the patient did 
not have tetanus.’’ 

The various barbiturates provide 
one with rapid-acting, nonaceumula- 
tive anesthetics which produce rela- 
tively few undesirable side effects. 
The ability to develop a toleranee to 
these drugs must be anticipated and 
ean be readily dealt with by changing 
to another compound. The wide 
range of routes of administration 


orally, rectally, intramuseularly, and 
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intravenously—imake this 
lor the 


moderately ill patient the oral route 


drugs all the more desirable. 
was utilized. However, many of our 
patients were maintained on infusion 
therapy during the acute phase of the 
illness, and during that time the in- 
travenous route was freely employed. 
As experience was gained in the man- 
agement of these patients, it was un- 
necessary to use Avertin or paralde- 
hyde as supplementary sedatives. 
Since d-tubocurarine chloride was 
crystallized in 1935 there have been 
many reports of the use of curare in 
the 
its action on the myoneural junction 


> 


treatment of tetanus.” **° By 


relax or paralyze 
the 
the 


curare is able to 


skeletal muscles, museles of 


respiration being last to be 
affected. Our patients were treated 
Metubine lodide.* 


with this drug during anesthesia has 


with Experience 
shown that muscle relaxation can be 
produced without marked respiratory 
embarrassment. 


A given dose may be expected to 
provide relaxation for twenty-five to 
the 
patient depending upon the anesthetic 
The our 


tetanus cases was regulated by the 


ninety minutes in anesthetized 


agent used. dosage for 


clinical and varied from 1] 
to 2 
depending upon the severity of the 
the the patient. 


The drug was given intramuscularly. 


response 


mg. every two to three hours 


disease and size of 
By combining the curare with seda- 
tive agents smaller doses of each were 
required. No attempt was made to 
produce complete muscular relaxation 
and only enough curare was given to 
prevent convulsions and severe spasms 
with the 


would interfere 


which 


*Metubine 
tubocurarine 


Todide dimethyl ether of d- 


iodide (Lilly) 
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group ot 


5 


patient’s respirations or produce 
laryngospasm. 

Toxie effects from curare have been 
reported by Perlstein and Weinglass'’ 
and others. Their findings are based 
on animal experiments in which much 
larger doses were employed than are 
customarily used in anesthesia or in 
therapy in such diseases as tetanus. 

The patients were safeguarded by 
all necessary equipment for resuscita- 
tion in the event that respiration be- 
came embarrassed. Oxygen, face 
mask, breathing bag, laryngoscope, and 
endotracheal catheter, complete with 
necessary connections, were kept at 
the bedside. With this equipment it 
was possible to reinforce the patient’s 
respirations when the need arose until 
could maintain 


he again adequate 


tidal exchange. It was unnecessary to 


use any antidoting drugs. 


In four of the ten patients a 
tracheotomy was indicated because of 
the danger of two fatal complications, 
laryngospasm and asphyxia. Laryngo- 
spasm in severe tetanus cannot always 
adequate sedation. 
the 


patients accumulate can easily be re- 


be prevented by 


Though some of mucus these 


moved by gentle suction by the in- 


sertion of a soft rubber catheter 
through the nose and into the pharynx, 
it is impossible to remove mucus from 
the this method. Fol- 


lowing tracheotomy large accumula- 


trachea with 


tions of mucus were removed from 


these patients for varying intervals, 
The 


respirations were thus less 


sometimes a matter of days. 
patients’ 
labored, more regular, and the amount 
control 


of medication required to 


spasms was lessened. Tracheotomy al- 
so lessened the danger of asphyxia by 
the 
aspiration of 


trachea by 
this 


ocelusion of 


the 


actual 


mucus, and 
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mueus into the smaller branches of 


the respiratory tree with subsequent 


production of atelectasis and pneu- 


mona, 

Our experience has shown that the 
patient will tolerate a tracheotomy well 
under local anesthesia if he has been 
adequately prepared with barbiturates 


The 


intubated, to minimize the danger of 


and curare. patient should be 


respiratory difficulty or laryvngospasm 


during the procedure. Following 


tracheotomy the trachea should be 


only when 
the 
tracheal edema may be minimized. It 
that all 


tetanus will eventually need a tracheot- 


aspirated gently and 


actually necessary, so danger of 


is felt patients with severe 


omy and that in sueh a patient a 


prophylactic tracheotomy is justified 
Certainly the operation should be per 
formed at the first signs of respiratory 
embarrassment and before tracheotomy 


hecomes an emergency procedure, 


SUMMARY AND CONCLUSIONS 


Ten consecutive eases of tetanus in 


children, all of whom recovered, have 
heen reported. The patients received 
adequate sedation, primarily using in- 
travenous barbiturates, and tracheot- 
omy when they could not be properly 
impending 


lodide, a 


were in 
Metubine 


refined curare preparation, was used 


aspirated or 


laryngospasm. 


to accomplish greater relaxation and 
the 


To our knowledge this is the 


to prevent more severe tetanie 


Spasms. 


largest series of cases reported to date 
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with the successful use of this prep- 


aration. 


It is our opinion that with the 
more liberal use of tracheotomy in 
conjunction with the medical man- 


agement, mortality may be definitely 


reduced. It has proved most bene- 
ficial to manage the patient with the 
the and 


pediatric departments. 


cooperation of anesthesia 
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ADDENDUM 


Since this manuscript was prepared 
the eleventh patient was managed in 
a eomparable fashion. He died on 
the fifteenth hospital day. 

















UMBILICAL HERNIA 


[l. OCCURRENCE IN NEGRO ADOLESCENTS AND YOUNG ADULTS 


Kk. Perry Crump, M.D., ANp JupDKIN M. Ropinson, M.D.* 
NASHVILLE, TENN. 


REVIOUS reports’ * indieate that 

the frequency of umbilical hernia 
in Negroes is decidedly higher than in 
white subjects. <A recent study® of 


1,257 


vealed that 26.6 per cent had umbil- 


Negro infants and ehildren re- 


ical hernias, yet less than 1 per cent 
(eleven) of those above 4 years of age 
the The 


ency toward spontaneous closure of 


demonstrated defect. tend- 
most of these hernias with advance in 
age has been postulated.* * These ob- 
servations notwithstanding, it has not 
been possible to state precisely how 
often one would expect to encounter 
an umbilical hernia in Negroes in the 
and adult age 


adolescent young 


groups. 


Mack* studied 382 Africans, 15 
vears of age and above, and found 
umbilical hernias in 6 per cent. <A 


the literature has 


failed to reveal any similar study in 


careful search of 


the Negro elsewhere. Because of the 
greater propensity of umbilical hernia 
in the adult to precipitate intestinal 
obstruction through inearceration and 
strangulation, the the 
condition in the mature subject poses 


occurrence of 


a problem of greater clinical signifi- 
than 
small children. 


when it is restricted to 


With these views in 


cance 


mind, an was made, there- 


fore, to determine the frequency of 
and 


attempt 


umbilical hernia in adolescent 
young adult Negroes. 

From the Department of Pediatrics, George 
W. Hubbard Hospital of Meharry Medical Col- 
lege. 
Hubbard 


Pediatrics, Hospital. 


*Resident in 





METHODS OF STUDY 


The present study was conducted in 
conjunction with the regular entrance 
physical examinations given first-year 
All avail- 


able freshmen entering the fall classes 


students in loeal colleges. 


(1951) of three Nashville institutions, 
Fisk University, Tennessee A & I 
State University, and Meharry Medi- 
eal College, were examined carefully 
for umbilical hernia. These students 


comprise a heterogeneous group com- 


ing from all sections of the United 
States as well as from neighboring 
countries. In all instances in which 


the presence of hernia was equivocal, 
the examination was repeated on an- 
other oceasion, and the finding of the 
examiner was checked by his associ- 
ate. Each student was examined by 
careful digital palpation, usually with 


When a 


was present, an attempt 


the index finger. true her- 


nial defeet 
was made to measure the diameter of 
the lesion with a vernier caliper. This 
measurement was made also when a 
patent umbilical ring without a true 
hernia was discovered. As deseribed 


in a previous report,’ when an um- 
hilieal ring is patent, but is immedi- 
ately reinforced below by a firm re- 
sistant (fascial?) structure providing 
protection and support against herni- 
ation or protrusion, no umbilical her- 
these cireum- 


nia is present. Under 


stanees the examining finger cannot 


explore the abdominal cavity, even 
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through a large patent ring. (See 
Fig. 1. 
RESULTS 
Age.—A total of 736 students were 


examined, and ages ranged from 15 
to 41 years (Table | 
Umbilical hernia was found in only 


four instanees, and these oceurred in 


the age group of 18 to 21 years, in 
which about 50 per cent of the stu- 
dents were represented. These find- 
ings do not eoineide with those of 
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Fig. 1 Residual umbjlical ring showing strong 
thrust of finger as we as outward 

Watson® who states that umbilical 

hernia in adults begins to appear 


about the age of 20 vears, and after 
this year it increases slowly in males 
and rapidly in females owing to the 
beginning of the childbearing period. 

The comparatively low value of 0.5 
per cent umbilical hernia in the young 
Negro 
smaller than that reported by 


times 
Mack 


for Africans in the same general age 


American is twelve 


OF 


Fascial eer 





PEDIATRICS 
group. He is probably correct in sur- 
mising from this studies that ‘‘there 
is one common hereditary faetor in 
the African the 


world which predisposes to such her- 


race throughout 


niae.’’ In this connection, however, 
it would appear that the above data 
to the 
diluting influence of American racial 


invite curiosity with regard 


admixture in reducing the incidence 
of umbilieal hernia so significantly in 


Negroes in this country (Table II). 


Patent 
Umbilical Ring 













Muscle 


efficient fascial barrier which prevents inward 
herniation of abdominal contents. 


Comparison of the percentage data 
in Table IL readily reveals the exces- 
sive frequeney of umbilical hernia in 
Africans as contrasted with the Amer- 
ican Negro in every age group. These 
data suggest that collectively the de- 
feet is about 30 per cent more fre- 
quent in Africans. 

In the ease of large umbilical her- 
nias (2 em. or greater in diameter), a 


satisfactory functional resolution is 




















CRUMP 


achieved when a fascial floor of such 
the 
becomes unlikely if 


strength develops beneath ring 
that 


not impossible, despite the patency of 


herniation 


the ring (Fig. 1). Sueh residuals oe- 


curred six times as frequently as true 


AND ROBINSON : 
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Healing and Repair.—Mack* states 
that about 90 per cent of these hernias 


heal spontaneously in Africans. He 
contends that there is a continual 
healing curve from infaney to pu- 


berty, but doubts whether any heal- 


hernias in the present study. ing takes place after puberty. Wat- 
TABLE I. AGE DISTRIBUTION AND INCIDENCE OF UMBILICAL HERNIA IN 
ADOLESCENT AND YOUNG ADULT NEGROES 
UMBILICAL RING 
AGE IN TOTAL UMBILICAL HERNIA (WITHOUT HERNIA) 
YEARS NO. Te “NO. 3| & NO. lf : 
15-19 558 75.8 3 0.5 10 1.8 
20-24 110 14.9 1 0.9 6 5.5 
95-29 16 6.3 6 13.0 
30-34 19 2.6 3 15.8 
35-41 3 0.4 
Totals 736 100.0 4 0.5 25 3.4 
TABLE IIT. COMPARATIVE INCIDENCE OF UMBILICAL HERNIA IN NATIVE AFRICANS 
AND AMERICAN NEGROES 
CRUMP’ AND CRUMP AND 
MACK# ROBINSON 
TOTAL WITH HERNIAS TOTAL | WITH HERNIAS — 
AGE EXAMINED NO. % EXAMINED NO. % 
1 mo, to 1 yr. 32 79° 60.0 534 226 2.3 
13 mo. to 2 yr. 67 27 42.0 261 72 27.6 
25 mo. to 3 yr. 19 S 12.0 82 13 15.9 
37 mo. to 4 yr. 23 7 30.0 44 7 15.9 
19 mo. to 5 yr. 22 6 27.0 54 5 9.3 
5 to 7 yr. 3 12 39.0 104 6 5.8 
8 to 10 yr 15 4 26.0 90 0 0.0 
11 to 15 yr. 29 6 23.5 69 0 0.0 
15 to 20 yr. 15 3 7.0 615 3 0.5 
Over 20 yr. 337 21 6.0 120 l 0.8 
Totals 720 173 24.0 1,973 333 16.9 
TABLE IIT. Sex FREQUENCY OF UMBILICAL HERNIA AND RESIDUAL HERNIAL RINGS 
HERNIAL RING 
TOTAL CASES WITH HERNIA (WITHOUT HERNIA) 
SEX NO. oe NO. Te NO. I 
Male 303 $1.2 2 0.7 20 6.6 
Female 433 58.8 2 0.5 5 1.2 
Totals 736 100.0 4 0.5 25 3.4 
Ser—Sex exerts little or no influ-  son® also points out that umbilical 
ence on the frequency of hernia hernia in adults have no tendency to 


(Table ITT). 

It is noted that there is only a small 
predominance of hernia in males over 
females, while the persistence of um- 
without hernia is five 


bilieal rings 


times more frequent in males, 


spontaneous cure, and that if left un- 
treated they steadily increase in size 
and may reach large proportions. 
Because of the persistence of a true 
the students 


hernial defect, three of 


included in the present study 


gave 








histories of surgical repair, all during 
the six-month interval prior to exam- 
ination. Nevertheless, no instance of 
previous strangulation was eneoun- 
tered. If one adds these three cases 
to the four instanees of true hernia 
discovered, the corrected ineidence 
would be about 1 per cent. 

Size.—The hernias ranged in diame- 
ter from 1 to 5.5 em., and were larger 
in the two young women. The largest 
of these defects permitted the explor- 
ing finger to palpate the aorta and 
vertebral column with considerable 


freedom, 


SUMMARY AND CONCLUSIONS 


1. Umbilical hernia is relatively un- 
common in the Negro adoleseent and 
young adult. 

2. The defect was observed in only 
four (0.5 per cent) of the 736 fresh- 
men college students examined. This 
condition is found about twelve times 
more frequently in native Africans. 

4. While sex is of little importance 
except in persistent umbilieal rings, 
age seems to exert some influence on 
the incidence of true hernia inasmuch 
as no ¢ase was discovered above the 
2Il-vyear age level. 

The authors wish to gratefully acknowl 
edge the help and support of Dr. T. A. 
LaSaine and Mrs. Maud Price of the Meharry 
Student Health Service, and Dr. Carr <A. 
Treherne and Miss O. L. Washington of the 


Tennessee A & I State University Student 
Health Service, in permitting this study to 


be made on freshmen students, 
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ADDENDUM 


Subsequent to the appearance of 
the paper, **‘Umbilieal Hernia. 1. Oc- 
currence of the Infantile Type in Ne- 
gro Infants and Children,’’ in the 
February issue of the JourRNAL, Dr. 
G. E. Stafford communicated to the 
author the following interesting ob- 
servation from his own experience: 

‘*During the war | was stationed in 
Africa for many months. Umbilical 
hernias were prevalent everywhere in 
infants and small children, but along 
the Gold Coast of West Afriea large 
hernias were particularly noticeable 
in adult males. 

‘*‘Upon inquiry I found that the 
larger the hernia, the more beautiful 
and desirable and decorative. I was 
told that the large ones were pro- 
dueed by traction on the cord during 
the newborn period. 

“These people are hoatmen and 
swimmers and the umbilieal hernias, 
as large as tennis balls, were in eon- 
trast to the beautiful chests and 
shoulders that these people had. | 
saw umbilical hernias in adults in no 
other place.’’ 








| en today’s clinie we have selected 
four cases, each with central nervous 
system involvement. Two patients had 
neoplastic disease proved in one in- 
stance by surgery and in the other at 
post-mortem examination. The other 
two patients suffered from infection 
probably originating in the middle ears 
in one and in the frontal sinuses in 
the other. In neither of the latter two 
cases can we be absolutely certain of 
our ¢linieal diagnoses although therapy 
based on these impressions resulted in 
apparent cure. 


Case 1. Congenital Brain Tumor in 
an Infant One Month of Age 


Dr. SAMUEL Saptn (Resident Pedia- 
trieian). A 21%4-month-old white girl 
was admitted to The Mount Sinai 
Hospital beeause of left facial paralysis 
and vomiting. 

The infant was delivered without 
difficulty after a normal pregnancy 
and weighed 6 pounds, 5 ounees. The 
family history was not remarkable. 
The baby was breast fed and progressed 
normally until 4 weeks of age when, 
following a severe cold without fever, 
she began to regurgitate her feedings 
in a nonprojectile manner and would 
choke while feeding. <A left facial 
weakness was noted. It was subse- 
quently noted that her head was held 
constantly turned to the right. The 
infant beeame apathetic, her ery be- 


came weaker, she no longer followed 


Sl 
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light, and weight gain ceased. Con- 
vulsions were not noted. 

Physical examination on admission 
revealed a small, chronically ill, 2%4- 
month-old girl who could not follow 
light and could not lift her head. The 
temperature, pulse rate, respiratory 
rate, and blood pressure were normal. 
Her weight was 9 pounds, 10 ounces; 
length, 23 inches; head circumference, 
1614, inches; chest circumference, 1444 
inches. Her ery was weak and she 
appeared to have great difficulty in 
swallowing. The head was held turned 
to the right and the right side of the 
head was flattened. The anterior 
fontanel was slightly bulging, tense, 
and measured 2 x 1% inches. The 
sutures of the skull were separated. 
The sealp veins were slightly dilated. 
Slight blurring of the margins of both 
optie dises was the only fundal abnor- 
mality. There were no meningeal 
signs. A left facial palsy of the pe- 
ripheral type was present. The gag 
reflex was somewhat diminished. Tonic 
neck reflexes were present. There was 
a poor grasp reflex, but no weakness 
of the extremities. The deep tendon 
reflexes were equal and active. The 
remainder of the examination was not 
remarkable. 

The urine and blood counts were 
normal. X-ray examination of the 
skull revealed widely separated sutures 
but showed no evidence of intracranial 
calcification. An electroencephalogram 
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showed no abnormalities. No fluid was 
bilateral 


tures done on admission, but 


obtained on subdural pune- 


lumbar 
puneture revealed slightly xantho- 
chromic spinal fluid under considerably 
The fluid 


blood cells and 


inereased con- 


130 
10 lymphocytes per cubie millimeter 


pressure. 


tained fresh red 
and a protein concentration of 63 mg. 


per cent. Following spinal tap, the 
infant became considerably more alert 
and the left facial palsy disappeared 
almost completely. This improvement, 
however, lasted only two days. 

A therapeutie dose of Prostigmine 
Methylsulfate, 0.3 mg. intramuseularly, 
to rule out myasthenia gravis did not 
affect her condition. A ventrieulogram 
done ten days after admission revealed 


a thin cerebral cortex and massive dila- 


tation of both lateral ventricles. The 
third and fourth ventricles were not 
visualized. This picture was _ inter- 


preted as being consistent with a space- 
occupying lesion in the posterior fossa 
or with atresia of the aqueduct. Sixty 
cubie centimeters of fluid had been re- 
moved and 50 e.c. of air were injected. 

The 


poorly and was fed by gavage. 


and sucked 
She 


infant swallowed 


regurgitate through her 
The head 


larger, and twelve days after admis- 


continued to 


mouth and nose. grew 


sion, measured 18 inches. Fever ap- 
peared on the thirtieth hospital day 
and the patient expired two days later. 

Post-mortem examination revealed 
partial atelectasis of all lobes of the 
lungs and fatty degeneration of the 
liver. The brain weighed 650 grams, 


appeared voluminous and was col- 


lapsed. There was a marked internal 
hydrocephalus; the third ventricle and 
aqueduete were enlarged and the optie 
chiasm was stretched. A large, brown- 


ish gray, highly vascular tumor was 
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found in the cerebellopontine angle. 
This mass oceupied most of the left 
side of the pons and extended out into 
the cerebellar hemisphere (Figs. 1 and 
2). The posterior lobe of this half of 
the cerebellum was almost completely 
disintegrated by the tumor. 

On the 
tumor was found to be a very primitive 
gliagenous neoplasm which was classi- 
fied by Dr. J. H. Globus as a neuro- 
epithelioma. 


microscopic examination 


A space-occupying lesion, probably 
a brain tumor, was considered to be 
the most likely diagnosis on admission. 
The child’s course in the hospital to- 
gether with the results of many studies 
confirmed this impression and exeluded 
These 


with 


diaegnostie possibilities. 
ineluded 


hydrocephalus and facial 


other 
conditions meningitis 
subsequent 
palsy, subdural hematoma, toxoplasmo- 
sis and hydrocephalus due to congen- 
ital obstruction of the aqueduct. The 
the lack of 
were consid- 
ered to exelude toxoplasmosis. Fail- 
ure to obtain fluid on bilateral subdural 


absence of retinitis and 


intraeranial ealeifieation 


puneture eliminated the possibility of 
subdural hematoma. 
The 


early infancy is low. 


incidence of brain tumors in 
In one series of 
100 cases of brain tumors in children 
and 


Buey' only 5 per cent occurred in chil- 


reported by Bailey, Buchanan, 
dren under one vear of age. In Keith’s? 
large series of 427 eases of brain tumors 
in children, only 1.3 per cent occurred 
in infants under one vear of age. Brain 
tumors in children differ from adults 
both in location and type.’ In children 
about 65 to 70 per cent of brain tumors 
In 
infants this localization is not so fre- 
About 75 to 85 per cent of all 
brain tumors in children are gliomas. 


oceur in the infratentorial region. 


quent, 
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Unlike adults, there are relatively few 
meningiomas, pituitary adenomas, and 
neurinomas. Neuroepitheliomas arise 
from a very primitive and undiffer- 
entiated type of parent cell and are 
therefore highly malignant. It is dif- 
ficult to obtain statistical data regard- 
ing the incidence of this tumor in in- 
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wise other diagnostic aids, such as dis- 
turbanees of gait, are missing since 
they have not yet learned to stand or 
walk. The earliest sign is usually en- 
largement of the head accompanied by 
tenseness of the fontanel and widening 
of the sutures of the skull. Ophthal- 
moscopic examination may reveal papil- 





Fig. 1 Ventral surface of the lower brain stem and cerebellum, showing the extent of the 


tumor as presenting 


itself on the surface. 





Fig. 2.—Cross section of brain stem and cerebellum, showing the extent of the tumor into the 
depth of affected structures 


fants and children because the histo- 
genetic classification of brain tumors 
varies among neuropathologists. It 
may be stated with assurance, however, 
that this is a very rare tumor. 

The symptoms of brain tumors in 
infancy differ from those of older chil- 
dren. Infants are too young to indicate 
headache and visual disturbance. Like- 


ledema, but in many eases the fundi 
are entirely normal. Nonspecifie symp- 
toms, such as vomiting and apathy, are 
frequent. As illustrated in this pa- 
tient, vomiting is not necessarily pro- 
jectile in character. Not infrequently 
fever is present, a finding which may 
lead to an erroneous diagnosis of 


meningitis or encephalitis. Convul- 
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sions are more commonly encountered 


in infants with subdural hematomas 


than in patients with brain tumors. 
However convulsions occur more often 
with brain tumors than with congenital 
hydrocephalus. Convu'sions are partie- 
ularly rare with infratentorial tumors. 
The spinal fluid of children with brain 
tumors may contain an increased num- 
her of lymphocytes and an increased 
coneentration of protein. These, too, 
may lead to the suspicion of an inflam- 
In brain tumors the 


matory process. 


symptoms may be intermittent and 


thus postpone a definite diagnosis. 
DISCUSSION 
Question.—Is the electroencephalo- 
gram of any help in the diagnosis of 
brain tumors in children? 
that the 


electre vencephalo- 


Dr. Hopres.—It is known 
interpretation of 
grams in infants is difficult. Ina re- 
cent report’ of such tracings done on 
children with posterior fossa 
brain tumors, 70 per cent were said to 
bilateral 
from the occipital and adjacent areas 


The 


may be of some help but is not to be 


thirty 


show abnormalities in leads 


electroencephalogram, therefore. 


relied upon if it is negative. 


QueEstTion.—What is the prognosis in 


brain tumors in children? 


Dr. S. W. Gross.—The over-all out- 


look is grave. The only favorable 
tumor which one sees in children is the 
astrocytoma. If this tumor ean be re- 
moved surgically, in toto, permanent 
Medulloblas- 


tomas respond to x-ray therapy. In 


eure can be expected. 
a large series of over 400 brain tumors 
the 


total number lived five years or longer 


in children, only 13 per cent of 
and most of these patients had astro- 


evtomas, 





JOURNAL 





OF PEDIATRICS 


QuvuEsTION.—Should a lumbar pune- 
ture be done if the existence of a brain 


tumor is suspected ? 


Dr. 
warnings about the danger of spinal 
the 
tumors, and many agree that if there 


Giross.—There have been many 


punctures in presence of brain 


is evidence of marked increase of in- 


tracranial pressure, a spinal tap is 


hazardous. If on clinical grounds the 
pressure is believed to be only moder 
ately inereased, careful removal of a 
small amount of spinal fluid may not 
may be of value in 


harmful and 


establishing a diagnosis. 


be 


Might not a ventricular 


tap have been safer than a spinal tap 


(JUESTION, 


in this baby? 
Yes. 
Why 


performed in this baby and what are 


Dr. Gross. 


QUESTION. was surgery not 


the results of surgery for brain tumors 


in infants? 


Dr. 
the infant was never in adequate con- 


Gross.—During hospitalization 


dition for extensive surgery. 
Are these brain tumors 


Are the tumor 


(QUESTION. 
of congenital origin? 
cells present but lying dormant since 
birth ? 

Dr. Dr. Globus 
would prefer to answer this question. 


Gross.—Perhaps 


Dr. J. H. GLropus.—tThe histogenetie 
basis of classifying primary neuroecto- 
dermal brain tumors was advanced by 
me a little over thirty vears ago. Sub- 
sequently it was accepted by others 
interested in the field. In accordance 
all 


their origin 


with this primary true 


from 


concept, 


brain tumors take 


embryonal residues with the majority 
of their cells duplicating some phase 
cell forms, those 


in the evolution of 
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which ultimately differentiate into the 
specific constituents of the nervous 
system. 

Some of the true brain tumors, for 
obvious reasons, are best classified as 
neuroepitheliomas. They are those 
which consist predominantly of primi- 
tive epithelial cells, among which there 
are encountered cells of more maturing 
tvpe. In line with the accepted con- 
cept that the more primitive the cell 
the more malignant it is, it may be 
concluded that a neuroepithelioma, 
consisting, as it does, of the most primi- 
tive neuroectodermal cell forms, is 
therefore most malignant and, for the 
same reason, quite rare. 


Question.—<Are any of these tumors 


radiosensitive ? 


Dr. Gross.—Medulloblastoma is the 
most radiosensitive of these. Patients 
may go on for two to five years after a 
course of radiotherapy. Survival of 


ten vears is known. 


CoMMENT By Dr. Gross.—Brain 
tumor was the most likely lesion in 
this patient and that was the admission 
diagnosis. In infaney, vomiting, list- 
lessness, and rapid enlargement of the 
head should always lead to a suspicion 
of a brain tumor and should prompt 
the medical attendant to earry out fur- 
ther procedures to establish the correct 
diagnosis. Subdural taps are done. If 
these are negative, ventriculography 
should be carried out without delay. In 
this ease the diagnosis seemed certain 
after ventriculography. Surgical in- 
tervention was delayed in the hope 
that the infant’s condition could be 
improved. However, in spite of ade- 
quate supportive therapy she never im- 
proved sufficiently to warrant explora- 


tion of the posterior fossa. 
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Case 2. Congenital Neuroblastoma 
of the Spinal Canal 


Dr. AvruM Lape KATCHER (Assist- 
ant Resident).—An 8-day-old female 
infant was admitted to the hospital 
because of failure to move her lower 
extremities. Pregnancy had been nor- 
mal and the delivery spontaneous and 
uneomplieated. The child weighed 7 
pounds, 9 ounces at birth. On the first 
day of life both legs were noted to be 
flaccid, and only very feeble movements 
of the lower extremities were observed 
after that time. 

Physical examination on admission 
to the hospital revealed the following: 
Temperature was 98° F., pulse 110, 
respirations 30, and blood pressure 
85/40. The child was a well-developed 
and well-nourished infant who did not 
seem ill or in distress. The head was 
normal in size and shape. The anterior 
fontanel was 1 x 1 em. in size, soft, and 
flat. The posterior fontanel was closed. 
There was slight overriding of the 
sutures. There was a small hemorrhage 
on the sclera of the left eye medial to 
the limbus. The fundi were normal. 
The ears, nose, and throat were not 
remarkable. The chest was clear to 
percussion and auscultation. The heart 
was not remarkable. The abdomen was 
soft and nontender. The liver edge 
was 3 em. below the costal margin. 
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The tip of the spleen was at the costal 
There 


vlandular enlargement. 


was no generalized 


margin, 
rectal ex 
amination the sphincter tone was quite 
No un 
Stool escaped 


the 


poor: the anus was patulous. 
usual masses were noted. 
freely and continuousl) through 
atonie sphincter and the lower 1 em. 
of mucous membrane was easily visible. 
The 


nally not remarkable except that urine 


genitourinary organs were exter 


dribbled continuously through the ex 


ternal urethral orifice. The neck was 
supple, Kernig and Brudzinski signs 
were negative. There was a good Moro 


response in the upper extremities but 
They 


to a small extent 


the lower ones did not respond, 
did not move except 
about the hip joint; the left was more 
The deep tendon 


the 


active than the right 


reflexes were not present in legs. 


The infant cried after painful stimula 


tion of both lower extremities, but he 
both eried and withdrew from pin 
prick elsewhere. The cranial nerves 
wert grossl\ intact There was one 


plus pitting edema of the dorsal sul 


faces of the feet The skin was clear 


and the color was good 

Catheterization vielded clear urine 
which contained no excess of protein 
There 


Tubereulin and 


or sugar, and ho formed bodies. 
was no residual urine 


negative. 


W assermann tests were 
Hlemoglobin was 17.6 grams per 100 
mil. White blood eount was 12.250 


per cubic millimeter; differential count 


was normal. The platelets were 310,000 


per cubie millimeter. An _ electroen- 
cephalogram was within normal new- 
born limits. A barium enema and 


radiological examination of chest, skull, 
and skeleton revealed no abnormality. 

A lumbar puncture yielded only a 
xanthochromie 
15.000 red 


drops ol deeply 


tew 
fluid 


This fluid contained 
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blood cubic millimeter, of 
which half were crenated. 
30 white blood 


meter, all of which 


cells per 
There were 
milli- 
were round cells. 


cells per cubie 
Cisternal fluid contained no cells but 
its protein concentration was 80 mg. 
per 100 ml. 

The child was observed on the ward 


for a period of two weeks, during 


which time slight improvement in the 


activity of the legs was observed. Re- 
sponse to pinprick remained intact. 
The infant ate well and gained one 


pound in weight. A re-examination of 
radiographs demonstrated widening of 
the pedicles and destruction of bone 
at the first 


brae. 


and second lumbar verte- 
X-ray examination of the spine 
after injection of 1 ¢.c. of Pantopaque 
into the cisterna magna revealed com- 
the 
the dye at the level of the upper mar- 
the 
There was some widening of the column 


plete blockage of eaudal flow of 


vin of eleventh dorsal vertebra. 
of dye at this level and it was slightly 
the left The 


lower end of the column of dye was 


deviated toward side, 
irregular, 

Three days later a laminectomy was 
performed. Segments D10 to L3 were 


exposed. A large reddish-brown firm 
mass was found in the extradural space 
extending laterally in the paravertebral 
the 


split and as much of it as possible was 


area. The capsule of tumor was 
It was firm, avascular, and 


The 


sisted of small, dark, round eells with 


removed. 


stringy. tumor on section econ- 
very dark, irregular nuclei and sparse 
cytoplasm. There were mitotie figures 
present in profusion. The tumor was 
thought to be malignant and was con- 
sidered to have most of the character- 
istics of a neuroblastoma. 

The postoperative course was at first 


uneventful. Radiotherapy was begun 














ol 


re 
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on the sixth postoperative day over the 
dorsolumbar spine. A total of 2,000 r 
in air was administered in daily doses 
of 50 and 75 r over a period of five 
weeks. Amino-an-fol was begun by 
mouth in a daily dosage of 5 mg. This 
was increased stepwise to 20 mg. at 
the end of one month of therapy. 
Sternal marrow aspiration at the time 
therapy was started showed a _ very 
cellular marrow with some myeloid 
hyperplasia. No tumor cells were seen. 
The peripheral blood at first showed no 
significant change, but after two 
months of therapy the platelet count 
fell abruptly to levels of 30,000 to 50,- 
000 per cubic millimeter; hemoglobin 
concentration declined rapidly to such 
a low level that blood transfusions were 
required. The white count ranged 
from 3,000 to 7,000 per eubie millimeter 
with a differential usually within nor- 
mal limits. 

During the period of therapy the 
child gained weight steadily, rising to 
almost 10 pounds two months after 
operation. She was vigorous and had 
a strong ery. Motor power of the legs 
improved to a moderate extent; the 
right leg exhibited more improvement 
than the left. Deep tendon reflexes 
at the knee appeared. The tone of the 
urinary sphineter improved to such a 
degree that intermittency of flow was 
observed. Feeal incontinence remained 
unimproved. Radiotherapy was dis- 
continued after five weeks, but the 
Amino-an-fol dosage was raised to 25 
mg. per day after two months of ther- 
apy and 30 mg. per day after ten 
weeks. 

At present examination, three and 
one-half months after operation, there 
is no evidence of metastatic disease 
in lone bones, abdomen, or thorax. 


Sternal aspiration on one occasion re- 


vealed tumor cells to be present in the 
marrow. Subsequently, they could not 
be found. 

Prior to operation, the diagnoses 
which were entertained included the 
following : 


1. A lesion of the lower spinal cord 
and eauda was felt to be present, be- 
cause of the flaccid paralysis of the 
lower extremities, combined with the 
interference with sphincter control and 
the loeal trophie edema. 

2. A congenital anomaly of spinal 
cord and bone was thought quite likely, 
with failure of proper development of 
lower lumbar cord. 

3. Tumor mass, with cord compres- 
sion, due to benign bony neoplasm, 
lipoma, fibroma or hemangioma, was 
considered. 

4. In view of the history and unsup- 
porting physical finding, birth trauma 
was thought exceedingly unlikely. 

5. Primary myopathies were not re- 
called to have been seen associated with 
disturbances of sphineter funetion. 
Also against this is perfectly normal 
upper extremities. 

Intrauterine infection, with result- 
ing adhesions and sear formation to 
compress on the spinal cord, was 


thought possible. 


DISCUSSION 


Dr. Fisu.—Might this picture have 
heen caused by spina bifida with see- 


ondary neural lesions ? 


Dr. Hoprs.—Until roentgenograms 
were seen, this diagnosis was considered 
to be likely, but lesions of such nature 
are most unlikely with a normal spine 
roentgenogram, 

Dr. Karcuer.—Could poliomyelitis 
in the newborn period or antenatally 


have caused this syndrome ? 
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Dr. Hopes. 
responsible for flaccid paralyses present 
at birth. 


little or no sensors defect. 


Poliomyelitis may be 


Infants so afflicted show 


Dr. Saptn.—May poliomyelitis in the 


newborn infant be associated with 


atonie sphincters? 


Dr. Hopes.—I believe it may be. 


Dr. Fisu.—What is the prognosis? 


Dr. Gross.—Sinee dissemination of 
the neoplasm to the bone marrow has 
occurred despite intensive radiotherapy 
and chemotherapy, the outlook for 


survival is quite dim 


CoMMENT by Dr. S. W. Gross.—A 
perusal of the literature discloses that 
spinal cord tumors are rare in children 
and extremely rare in infaney. So 
far as we have been able to learn, this 
patient is among the voungest ever to 
have been operated upon for a spinal 
cord tumor.'| The predominant spinal 
tumor in the first vear of life is the 
lipoma. Dermoids, teratomas,  sar- 
comas, neuroblastomas, neurofibromas, 
and intramedullary gliomas have also 
heen reported. The diagnosis of a 
spinal cord tumor in infaney is not 
difficult if the condition is thought of. 
The most frequent admission diagnosis 
is ‘‘anterior poliomyelitis.”’ Spinal 
cord tumor should be strongly sus- 
peeted when the cerebrospinal fluid is 
xanthochromie and a manometrie block 
is present. The diagnosis ean be estab- 
lished with almost complete certainty 


by cisternal myelography. 


REFERENCI 


l. Moshberg: J. Neurosurg. 8: 220, 1951. 


Case 3. Acute Cerebritis Possibly 
Secondary to Frontal Sinusitis 


Dr. Suiruey Stone (Assistant Resi- 
dent).—This is the first Mount Sinai 
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Hospital admission of a 10-year-old 
Negro boy who was well until five days 
prior to admission, when he complained 
of headache, not relieved by aspirin, 
had a low-grade fever, and three days 
later developed neck pain. On the day 
prior to admission a lumbar puncture 
revealed normal spinal fluid and on the 
day of admission the family noticed 
stiffness of the neck, husky voice, and 
weakness of the right hand. His ap- 
petite was fair, there was no vomiting, 
difficulty in swallowing, or convulsions. 
There was no history of preceding 
respiratory infection or furuneulosis. 
Past history was nonecontributory. 
Initial physical examination revealed 
an acutely ill child complaining of 
headache and pain over the right side 
of the face and the right arm. He 
was disoriented but able to obey simple 
commands. The pulse rate was 90 per 
minute and the blood pressure was 
98/60. 


Respirations were 38 _ per 


Temperature was 103° F. 
minute, 
slightly shallow but not labored, and 
the diaphragm and intercostals moved 
well. There were no abnormalities of 
the skin, eves, ears, nose, or throat. 
The lungs were clear to pereussion and 
auscultation, and the heart sounds were 
of good quality. The abdomen was 
soft, not tender, and no masses were 
palpable. Neurological examination 
revealed the following: Cranial nerves 
I, 11, 111, 1V, V, VI, VIII, TX, X, and 
XI were intact. There was a sugges- 
tion of a right peripheral facial weak- 
ness (VII 


was limited, 


mobility of the tongue 
especially on external 
protrusion, with a suggestion of devia- 


(XII). The voice 


was husky, and speech slurred but was 


tion to the right 
of normal quality. There was marked 
nuchal rigidity and a positive Brud- 


zinski, Tests for motor function re- 


“7? 
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vealed a flaccid paralysis of the right 
upper extremity and some weakness 
Muscle 

The 


deep tendon reflexes were not obtained 


of the muscles of the right lip. 
activity was otherwise normal. 


in the right upper extremity, were 
hypoactive in the right lower extremity 
and were active on the left. There 


were no abnormalities to light touch or 
pinprick, and position and vibratory 
sensation were intact. The laboratory 
follows: 
blood 


count 20,750 with 30 seemented and 45 


data on admission were as 


hemoglobin 13 grams, white 
nonsegmented polymorphonuclear cells, 
Urine 
Erythrocyte sedimenta- 


5 lymphocytes, 18 monocytes. 
was negative. 


tion rate was 123 mm. in one hour 


( Westergren method ) : blood urea 


nitrogen was 15; glucose 98 mg. per 


cent; earbon dioxide content 39 vol. 
per cent; chlorides 93 meq.; potassium 
3.8 meq.; total protein 7.0 grams per 
cent; total circulating eosinophils 0. 
Mantoux to 0.1 mg. was negative and 
to 1.0 mez. was positive. Nasopharyn- 
geal culture revealed Staphylococcus 
albus A. 


On admission the possibility of polio- 


Blood culture was taken. 


myelitis with bulbar and spinal in- 


volvement plus an encephalitie com- 
the subse- 


For 


ponent was discussed but 
quent course did not confirm this. 
the first five days of hospitalization the 
temperature ranged to 103° F. The 
patient received penicillin 600,000 units 
onee a day. The right facial weakness 
heeame more marked and on the day 
after admission the patient had a def- 
inite bilateral hypoglossal weakness and 
was unable to protrude the tongue, 
but by the fourth day of hospitaliza- 
tion this was manifested only as a right 
hypoglossal weakness with deviation of 
the tongue to the right. There was a 


flaccid paralysis of the right upper 
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extremity and a slight diminution of 
right 
Ile was better oriented on the second 


power in the lower extremity. 


hospital day but the speech disturbance 


became more apparent, and by the 


fourth hospital day he was able only 


to make grunting noises but could 
comprehend all commands.  Respira- 
tions were not labored, and _ palate 


movement was intact. On the fourth 
hospital day he developed signs of a 
left lower lobe pneumonia confirmed 
by x-ray and was given terramyein 2 
(im. daily. At this time the blood cul- 
ture taken on admmission was reported 
positive for Staph. aureus A. 

On the fifth day of hospitalization 
the patient had one generalized and two 
foeal seizures involving the right side 
of the body with deviation of head and 
eyes to the right. The white count was 
28,500 with 59 segmented and 28 non- 
segmented polymorphonuclear cells, 6 
monocytes, and 31 lymphocytes. The 
sedimentation rate was still elevated to 
127; 


58 vol. per cent; chlorides 100 meq.; 


the carbon dioxide content was 
sodium 132 meq.; potassium 4.6 meq. 
The second lumbar puncture revealed 
spinal fluid under 
with 49 cells, 95 per cent polymorpho- 
nuclear cells, protein elevated to 69 


normal pressure 


mg. per cent, sugar 44 mg. per cent. 
No bacteria were seen on smear, and 
Roentgenograms 


eulture was sterile. 


and the 


of the skull were negative, 
sinus plates showed thickening of 
mucous membranes of frontal and 


ethmoid sinuses bilaterally, greater on 
the left, 
antrum. 
frontal sinuses showed no evidence of 


with clouding of the left 


Tomographic studies of 


bone destruction. 


Immediately following the convul- 


sions the neurological signs changed in 


that the right facial, which was pre- 
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viously considered oO he peripheral, 


was now obviously manifested as a 


central facial invo!vement with rela 


tive preservation on mimetic movement. 


The tongue still deviated to the right, 


a severe right hemiparesis persisted, 


and deep tendon reflexes, which were 


previously absent in the right upper 


extremity, were now hyperactive and 


remained so during the following 
The abdominals and left 
Ba 


hinski’s siens were negative, and there 


twelve days 


cremasterie reflexes were absent. 
was bilateral ankle clonus, greater on 
the right Expressive aphasia was still 
Klee- 


troencephalogram showed diffuse slow- 
the left. 


present. Fundi were negative 


ing, more pronounced on 


These findings were suggestive of a 


focal process to the left frontotemporal 
abscess as a eood possi- 


with 


region 
bility. In view of this, the penicillin 


3,600,000 U. and in 


was increased to 
addition to the terramyein he had re 
two days, he given 
aureomyein 2.66 
$.06 Gm. daily. 


tinued when sensitiv ity 


ceived tor Was 


(im. and Gantrisin 
The latter was discon- 
reports indi- 


eated the organism to be sensitive 1o 


terramyein, Chloromyveetin, aureomy- 


‘in and penicillin but resistant to 

The temperature 
100 and 101° F 
first week on chemotherapy and _ here- 


100° EF. The 
returned to normal, 


(iantrisin ranged 


between during the 


after between 99 and 
sedimentation rate 
as did the white count during the fol- 
lowing three weeks of hospitalization. 
There was definite progressive clinical 
improvement with noticeable better- 
ment of speech five days after institu- 
tion of specific therapy Improvement 
in power of the right upper extremity 
seven days but a 


the 


was noted in six to 


weakness in right wrist 


re sidual 
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was evident until his sixth week of 
hospitalization. 
done two weeks 


Lumbar puncture 


after institution of therapy revealed 
spinal fluid under normal pressure and 
contained 12 red blood cells, 2 poly- 
morphonuclear cells and 1 lymphoeyte. 
Sugar was 95 mg. per cent, protein 


was 16 mg. per cent, and culture was 
negative. 
Klectroencephalograms were re- 
peated at weekly intervals and showed 
some moderately diffuse slowing maxi- 
mal posteriorly and on the left with 
slowing and depression of alpha fre- 
on the left. 


queney This was sugges- 


tive of a foeus on the left. Follow-up 


electroencephalogram showed a_ less 
pronounced focus. 

Antibiotics were discontinued after 
with no exacerbation of 
After 


temperature 


five weeks 


symptoms. two weeks of nor- 


mal pneumoencephalo- 
gram was done which showed no distor- 
tions of the ventricular system or of 
subarachnoid air pattern. It was felt 
that this child 
in the left frontal region, possibly on 


had a foeal cerebritis 


a bacterial basis, but this cannot be 
definitely stated. 
The patient has been observed for 


two months in the Follow-Up Clinic. 
On full activity he has had no reeur- 
renee of symptoms and there is no 
abnormality in the neurological exami- 


nation at the present time. 


DISCUSSION 


the time of admis 


sion, W hy did vou consider poliomyelitis 


(JUESTION.— At 


as the most likely diagnosis? 


Dr. S. Stone.—The history of fever, 
stiff neck, and onset of flaecid paralysis 
is all very suggestive of poliomyelitis. 
In addition, a negative spinal fluid on 
the day prior to admission favored this 
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impression. It appeared to be a lower 
motor neuron lesion because the paraly- 
sis was flaccid and the deep tendon 
reflexes were absent on the right upper 
Then, the child 
admitted in August when poliomyelitis 


extremity. too, was 
was prevalent in this community and 


the possibility of poliomyelitis was 


uppermost in our minds. The diagno- 
sis of poliomyelitis was discarded after 


the eonvulsive episode oceurred., 


QuEsTION.—In poliomyelitis how fre- 
quently would you expect a negative 
the 


spinal fluid at the time of first 


lumbar puncture? 


Dr. KARELITZ. 


to 20 per cent of patients with polio- 


Approximately 15 


myelitis have normal spinal fluid on 


hospital admission. I would not have 
the 


myelitis for very long beeause of the 


entertained diagnosis of polio- 


following: The patient was disorien- 
ted, something seen only in the en- 
cephalopathie type of poliomyelitis or 
when eases of poliomyelitis are severely 
anoxie. Speech disturbances are very 
unusual except when the pharynx and 
soft 
mvelitis I believe that a single twelfth 


palate are involved. In_ polio- 


nerve weakness is uncommon without 
either ninth, tenth, or eleventh cranial 
nerve involvement. The sedimentation 
rate of over 100 and a high white count 
are not usual in poliomyelitis, and are 
infee- 


more suggestive of a hacterial 


tion. This evidence of infection plus 


central nervous system lesion would 


have indieated an earlier diagnosis of 

possible brain abscess. 
QveEstion.—How do you explain the 

neurological changes after the eonvul 


sions? 
Dr. Stoxe.—This may happen but 
the exaet mechanism has never been 
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adequately explained. An upper motor 
neuron lesion may initially manifest 
itself as a flaecid paralysis and later 
change and 15 per cent of central facial 
nerve paralysis may act like a_pe- 
ripheral facial nerve involvement. 
Question.— This child had a sinusitis 
left Could 
relationship between the sinusitis and 


on the side. there be a 


the cerebral lesion ? 


Dr. Karevitz.—Dr. Irving Goldman 
of this hospital has described central 
nervous system symptoms suggesting 
an expanding brain lesion with hyper- 
tensive cerebrospinal fluid, absent pleo- 
eytosis, and absent foealizing signs in 
the the 
sinuses. Elimination of the toxie focus 


presence of suppuration in 


and relief of intracranial pressure by 


lumbar puneture usually produce 


favorable results. These were 


called 


and are similar to the syndrome of 


cases 
‘‘sphenoidinie hydrocephalus’’ 
‘‘otitie hydrocephalus’’ so named by 


Symonds. ‘‘Rhinogenic hydrocepha- 


lus’? was suggested as a more inclusive 
term because any of the nasal accessory 
sinuses closely situated to the brain 
may produce this clinical entity. 
Roentgenograms and tomograms of the 
sinuses were taken to rule out the pos- 
sibility of an osteomyelitis of the bone 
with direet passage of infection from 
the sinuses to the brain. These showed 


no bone destruction. 


Dr. Karetitz.—Dr. Gross, would you 
please comment on this case and tell us 
what you consider the course of events 


to have been? 


Dr. S. W. Gross. 
pointed to an intra- 


The early course 
of this patient 
eranial complication of frontal sinus 
have 


had 


disease which no doubt would 


progressed to abseess formation 














it not been for the early and generous 
use of antibiotics. The first stage of a 
brain abseess is probably an infarct 
due to septic arterial occlusion or a 
hemorrhagic softening resulting from 
venous thrombosis. As infeetion 
spreads in the damaged brain tissue, 
evidence of a suppurative encephalitis 
is manifest. If antibioties are given in 
large amounts at this stage, if the in- 
vading organism is sensitive, the proe- 
ess may be arrested and regression 
occurs, so that capsule formation does 
not take place. The progress of this 
case suggests that the above events oe- 
curred with eventual recovery. 


Dr. KaARELItTz.-What are. the 


chanees of recurrence? 


Dr. Gross.—This child should be 
followed for several months so that 
any exacerbation which may oceur can 
he dealt with promptly. He probably 


will remain well. 


Case 4. Otitis Media and Bacteremia 
Possibly Due to Sinus 
Thrombophlebitis 


Dr. Guapys Fisn (Assistant Resi- 
dent A 5-month-old male Puerto 
Rican infant was admitted to The 
Mount Sinai Hospital on July 10, 1951, 
because of recurrent drainage from the 
ears of three months’ duration. He 
was well until 2 months of age when 
he became febrile and both ears began 
to drain a vellow purulent material. He 
was given 300,000 units of aqueous 
procaine penicillin intramuscularly 
almost daily for two weeks with sub- 
sidence of the ear infeetion. Six weeks 
later, his ears again began to discharge 
and he was treated at another hospital 
for several days. Ile appeared well 
for the next two weeks or until one 


week prior to admission to this hospi- 
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tal, when rhinitis and mild cough de- 
veloped and purulent drainage from 
both ears reappeared. He was given 
300,000 units of aqueous procaine peni- 
cillin intramuseularly three times dur- 
ing this week, and Gantrisin, 1 Gm. 
per day, was given for three days be- 
fore hospitalization. He was afebrile 
during this time. Staphylococcus 
aureus A and Escherichia coli were 
isolated from cultures of the purulent 
discharge from the ears two days be- 
fore admission to the hospital (July o, 
1951). 

The past history was noneontribu- 
tory. 

Physical examination on admission 
revealed a_ well-developed plump 
Puerto Rican male who appeared 
moderately irritable but not critically 
ill. The temperature was 100.8° F. 
The anterior fontanel was 1 x 2 em. in 
diameter and was soft and flat. There 
was marked bilateral internal strabis- 
mus. The fundi were normal. Both 
external auditory canals were filled 
with thiek foul yellow pus. There 
was questionable sagging of the wall 
of the left canal. The superior portion 
of the left eardrum was bulging. There 
was no swelling or tenderness over the 
mastoid process although there were a 
few enlarged, slightly tender posterior 
auricular glands on the right. No 
displacement of the auricle was noted. 
The pharynx and tonsils were moder- 
ately injected. There were pea-sized 
posterior occipital and posterior cer- 
vical nodes. The liver was felt one and 
one-half fingerbreadths and the spleen 
vas two fingerbreadths below the costal 
margins; both organs were soft and 
not tender. The remainder of the ex- 
amination was negative. 

Laboratory findings included: hemo- 
globin 10.2 grams, red blood count 
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3.900.000, white blood count 15,700 
with 33 per cent segmented and 1 per 
cent unsegmented neutrophils, 60 per 
cent lymphocytes, and 4 per cent mono- 
cytes. Mantoux 


(1:1,000) and Wassermann tests were 


Urines were negative. 


Nasopharyngeal and throat 
Staph. aureus A. 
Staph. 
roent- 


negative. 
cultures grew out 
revealed 


A chest 


eultures again 
A and E. coli. 


venogram was negative. 


, . 
Kar 


aureus 


The therapy begun on admission was 
600,000 units per day of aqueous pro- 
caine penicillin and 800 mg. (100 mg. 
per kilogram) of Chloromyeetin per 
day. The following day, the child be- 
came extremely irritable and tremu- 
lous, and his temperature rose to 104° 
F. Blood culture taken on admission 
vielded Streptococcus viridans in all 
flasks. Lumbar puncture revealed nor- 
mal spinal fluid under normal pres- 
sure. Both ears appeared much the 
same as on admission although drain- 
age was less profuse, and there was still 
no mastoid tenderness or swelling. The 
remainder of the examination, includ- 
ing neurological, was unchanged. Mas- 
toid 
clouding of the mastoid cells, but no 


roentgenograms revealed slight 
definite destruction of their walls. Be- 
cause of the positive blood culture, the 
diagnosis of lateral sinus thrombosis 
was considered and a consultation with 
the otological service was obtained. 
They coneurred in this diagnosis and 
advised bilateral mastoidectomy with 
exposure of the lateral sinuses. How- 
ever, since the diagnosis was in doubt, 
a trial of vigorous antibiotic therapy 
was decided upon before resorting to 


The child 


given 1,500,000 units of aqueous peni- 


operation. was therefore 
eillin and 0.5 Gm. (50 mg. per kilo- 
gram) of aureomyein per day. After 


a rise in 106° F. on 


temperature to 
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the third hospital day, he became afeb- 
rile and several subsequent blood eul- 
tures revealed no growth. He was con- 


tinued on antibioties for four weeks 


time his ears showed 
At the time of 


discharge, after five weeks of hospital- 


during which 


gradual improvement. 


ization, both tympanic membranes ap- 
peared normal except for a small cen- 
tral area of injection on the left. 


DISCUSSION 


QuEstTION.—Were the fundi normal 


in this ease? 
Dr. HI. 
funduseopie examinations throughout 


ROSENWASSER.— Frequent 


his illness revealed no pathological 


changes. In lateral sinus thrombophle- 


bitis changes may vary from slight 
blurring of the dises and engorgement 
of retinal veins to papilledema of 2 
to 3 diopters. In an analysis of 100 
consecutive cases of this disease, fun- 
dus abnormalities occurred in 24 per 


cent of the eases. 


Dr. G. Fisn.—Ineidentally, the in- 
ternal strabismus was present (by his- 
tory) sinee birth and persisted after 


complete recovery. 
QuESTION.— Was 

test for lateral 

formed? 


the 
sinus thrombosis 


Tobey-Ayer 
per- 


this test was not 


FISH. No, 


This procedure involves com- 


Dr. 
done. 
pression of both jugular veins while 
measuring spinal fluid pressure with 
a manometer. Release of compression 
on the unaffected side will result in a 
fall in spinal fluid pressure, but the 
will not change on the in- 
The child eried through- 


pressure 
volved side. 
out the lumbar puncture and measure- 
ment of pressure was thus very dif- 
ficult. 
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Other factors 


this test in in- 


Dr. ROSENWASSER. 
limiting the value of 
faney are the anatomical variations in 
the size and the degree of occlusion of 


the lateral sinus 


that the 
organism found in the blood stream 


Str. 


(JvuESTION.—Does the fact 


was not found on ear 


the 


) 


viridans 


eulture weaken ease for lateral 


sinus thrombosis ? 


Dr. ROSENWASSER 


same organism is 


Usuall ¥, the 
found in the aural 
discharge as is in the mastoid and in 
the blood stream. However, oceasion- 
ally, one may find different organisms 
in the middle ear and in the blood in 
eases of lateral sinus thrombophlebitis. 
The organism found in the great major- 
ity (75 to 90 per cent) of the cases is 


the beta hemolytic streptocoecus. 


Dr. KARELITZ.—May we have the 
opinion of the Otological Ser ice as to 
the diagnosis and management of this 


child’s condition ? 


Dr. RosENWASSER.—The presence of 
a spiking fever associated with a posi- 
tive blood culture for a streptococcus 
organism in the course of an acute 
otitis media strongly suggested lateral 
This 


have heen true despite the absence of 


sinus thrombophlebitis. might 


clinieal mastoiditis, although obvious 


mastoiditis is, as a rule, present. It 


is also unnecessary that a patient have 


an enlarged spleen, chills, embolic 


phenomena, or fundus changes (the 
usual accompanying signs) to make the 
diagnosis. Chills oecur in about half 


the eases but they are not so frequent 
Although the 
essential criteria justifving the diagno- 
lateral 
present, it would have been preferable 


in children as in adults 


sis of sinus thrombosis were 


to prove the diagnosis further by with 
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holding antibiotics in order to obtain 
another positive blood culture. Sinee 
the eondition of the child precluded 
such a course of action, I felt that the 
classical mode of therapy, bilateral 
mastoidectomy with exposure of the 
the 


years since antibioties have been avail- 


lateral sinus, was indicated. In 
able, we have seen very few cases of 
lateral What the 
effect of massive antibiotic treatment, 


sinus thrombosis. 
without surgery, is on this condition is 
Although a 
few unquestioned cases of sinus throm- 


relatively unpredictable. 


bophlebitis have been cured without 
surgery, I would not advise this mode 
of therapy. 


Question.—In view of this opinion, 
what were the reasons for not operating 


on this baby? 


Dr. KAreLItTz.—Lateral sinus throm- 
bosis is extremely rare in infants al- 
though otitis media is very common. 
In an analysis of 100 proved eases of 
lateral sinus thrombosis, there were no 
patients under 9 months of age and 
under 5 age. 


only sixteen years of 


Pharyngitis, tonsillitis, or an acute 
otitis media without sinus thrombophle- 
bitis ean be the souree of a positive 
blood eulture. In this ease, the bacte- 
rium isolated was Str. viridans, one of 
the rare bacteria found in lateral sinus 
thrombosis. Although mastoid involve- 
ment may have been present, clinical 
or definite roentgenologieal evidence of 
mastoiditis was absent. On the basis 
of statistical probability, the absence 
of evidence for mastoiditis militated 
against the diagnosis of lateral sinus 
thrombosis. Radiologists in general 
will not make the diagnosis of mastoid 
disease in infants unless actual destrue- 
tive changes are present, because cloud- 


ing of the cells is so frequent in un- 
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complicated otitis media. The outer 
cortex of the mastoid bones is thin at 


5 months of age and purulent mastoidi- 


tis frequently results in perforation of 


the bone with postauricular swelling. 
This was absent. Furthermore, since 
we had no clue in this case as to the 
involved side, it would have been neces- 
sary to do the rather formidable proce- 
dure of bilateral mastoidectomy with 
bilateral the lateral 
there 


exploration of 
that 


sinus thrombosis on one or both sides, 


sinuses. Assuming was 
it seemed conceivable that sinus throm- 
bophlebitis might respond to vigorous 
antibiotie therapy, making surgery un- 


Had the child 


sponded to the medical regimen, of 


necessary. not re- 
course an operation would have been 
pertormed. 

QueEsTioN.—Have we any follow-up 
of this patient? 

Dr. FisH.—Sinee discharge, the child 
two bouts of bilateral puru- 
lent otitis media, the infecting organ- 


has had 


ism being beta hemolytic streptococcus 
on one oceasion and type 6 pneumo- 
coecus on the other, both responding 
to prolonged antibiotic therapy. There 
has been no definite evidence of mastoid 
involvement either clinically or radio- 
logically. Nasopharyngosecopy has re- 
vealed enlarged edematous adenoid tis- 
sue, and adenoidectomy has been ad- 


vised. 
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QuEstioN.—Could a chronie mastoid 
infeetion be responsible for the reeur- 


rent attacks of otitis media? 
Dr. KARELITZ.— Yes, chronie mastoid- 


itis could cause a chronic purulent 


discharge trom the middle ear. Re- 
peated episodes of purulent otitis 
media often are associated with en- 


larged adenoids. In such a case, simple 


mastoidectomy alone does not ter- 
minate these recurrent episodes of oti- 
tis media but adenoidectomy may re- 
sult in dramatie cessation of the infee- 
tion and elimination of recurrent otitis 
media. 

In treating otitis media, especially 
if it be purulent, antibiotie or sulfo- 
namide therapy should be continued 
until all signs and symptoms of dis- 
ease have been eliminated and for a 
week or longer thereafter. If the pos- 
sibility of bone involvement is consid- 
ered it is safer to continue therapy for 
two to four weeks after apparent cure 
since recurrent otitis is a common con- 
sequence of inadequate therapy. 

We shall probably 
whether this infant did 
thrombophlebitis, but in view of the 


might 


never know 


have sinus 


possible complications which 
have followed the bacteremia, we felt 
it safer to treat the infant promptly 
and not to wait for further blood cul- 


ture findings. 
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IrvinG L. Bauer, M.D. 


NEW 


HIS study was undertaken to deter- 
mine the attitudes of children with 
rheumatic fever toward their disease, 
and the various treatment 
that 


them. 


programs 
have been utilized in earing for 

The study is a part of a Dem- 
onstration and Pilot Study on the To- 
tal Care of the Rheumatie and Cardiae 
Child supported by a grant from the 
New York Ileart Association under the 
direction of Dr. Janet S. Baldwin. An 
attitudes should 


evaluation of these 


make possible the selection of a regi- 


men, within the limits of medical ex- 
pediency, which would interfere least 
with the child’s expanding personality, 


added 


strength during a period when the per- 


and whieh might give him 


sonality is under heightened stress. 


Physicians concerned with the treat- 
ment of rheumatic fever and its aeeom- 
panving problems deal in a large part 
with children whose personalities are 


passing through a formative phase. 


The illness causes a disruption in the 
routine of living, which is likely to ex- 


tend over a prolonged period, and 


which involves many different areas of 


the ehild’s funetioning. During the 


acute phase normal activity is abruptly 
stopped and the child is forced to be 


inactive while the world about him 


continues in its daily perambulations. 


Initially, the discomforts of the illness 


From the Departments of Psychiatry and 
Pediatrics, New York University College of 
Medicine and the Psychiatric and Children’s 
Medical Divisions, Bellevue Hospital 


York, N. Y. 


are sufficient to preclude the likelihood 
of the child’s seeing his immobilization 
as being any different from the time 


he had 


However, as the acute symptoms sub 


measles or acute tonsillitis. 


side, and he begins to feel very much 


as he did before, he finds that he can 
still wander no further than the four 
corners of his bed, and this restriction 
weeks, and even 


voes on for days, 


months. The children who are hospi- 
talized are faced with this restriction 
in a foreign setting with the necessity 
relationships which 


for making new 


often approach them from behind a 


needle and syringe. Those who remain 
at home are more intimately in contact 
with their previous life, which con 
tinues, however, to go on quite well 
without their participation. The period 
of stricter immobilization comes to an 
end and the period of convalescence, 
with its continued separation of the 


child 


restricted activity imposed on the child 


from home, or the period of 


who remains in the community, extends 
the time during which he is a person 


set apart from the world. 


The treatment programs set up for 


the care of rheumatie children have 


been guided by the demands of the 


pathologie process and have in com- 


mon been characterized by an adher 


ence to the need for striet rest with 


gradual resumption of activity. Em- 


participa- 


lesser 


phasis iS placed on 




















PSYCHOLOGIC 





tion. This need is constantly impressed 
on the child, frequently with little or 
no attempt at an explanation. The 
treatment program varies when it is 
earried out in the home, in the hos- 
pital, or in the convalescent setting. 
Many elements in these different set- 
tings play a part in the reaction of 
the individual to treatment. Because 
the usual age at onset of the disease 
is between 5 and 15 years, the child’s 
reactions take place during a period of 
active personality development. The 
child is going through the period of 
secondary identification which occurs 
when he is faced with the whole series 
of new relationships attendant upon 
entering school. The breaking away 
from individual absorption in play, 
and the development of group aware- 
ness and participation begins and con- 
tinues throughout the span of years 
most susceptible to rheumatic infee- 
tion. The child’s ability to integrate 
himself into community living is in- 
fluenced by the stresses and disrup- 
tions he encounters during this period. 
The sehool provides a useful area in 
which he ean gain recognition for his 
achievements from both teachers and 
parents. 

The child entering puberty is faced 
with many social readjustments, new 
feelings, and internal tensions which 
make this period a trying one even un- 
der favorable conditions. The inter- 
ruption in the normal progress of psy- 
chologie growth and the difficult read- 
justments required of the rheumatic 
child by the treatment regimen serve 
to inerease the problems of this growth 
period. Normal adjustments are dif- 


ficult and disturbances in personality 
development occur which may leave 
their imprint upon the individual as 
he grows to adulthood. 
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METHOD OF STUDY 


Through individual interviews in- 
formation was gathered from fifty chil- 
dren under regular follow-up care in 
the Children’s Cardiae Clinie of Belle- 
vue Hospital because of a history of 
acute rheumatie fever or because of 
existing evidence of a previous rheu- 
matie infection. The children were 
selected within the age group of 9 to 
15 years, as a means of increasing the 
probability of securing verbal mate- 
rial, the majority being 11 years of 
age and over. There were twenty-six 
boys and twenty-four girls. 

The group studied resolved itself in- 
to four categories of previous types of 
management. Four children were 
never hospitalized and received no in- 
stitutional convalescent care. Two 
children were never hospitalized but 
received institutional convalescent 
eare. Eight children were hospitalized 
but received no institutional convales- 
cent care, and thirty-six children were 
hospitalized and received subsequent 
institutional convalescent care. 

The children were seen in individual 
interviews lasting from forty to fifty 
minutes. The mother was also inter- 
viewed unless a language barrier was 
present. Additional information was 
obtained from the social service record 
and elinie chart on each child. 


FINDINGS 


The memory of the initial acute on- 
set of the illness was usually present, 
except when it occurred prior to the 
fifth vear. Frequently the cause of the 
illness was related back to some ae- 
tivity of the child which had not met 
with the parents’ approval, and this 
had been used by the parents to ex- 
plain the onset. Excessive running 
around, going swimming in polluted 
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water, and refusing to wear proper 
clothing were some of the specific foci 
of guilt feelings that the children ex- 
pressed, placing the blame for the ill- 
ness on their own behavior. These 
guilt reactions are not specifie to the 
child with rheumatie fever, and have 
been noted in a large percentage of 
children hospitalized for various ill- 
nesses. Because of the protracted na- 
ture of the disease, this initial guilt 
may color the echild’s reactions to the 


treatment program. 


HOME CARE 


Children cared for at home required 
a great deal of time from their par 
ents. There is increased emphasis 
upon the parent-child relationship. 
With the mother having to maintain a 
household as before, and, in addition, 
devote a great deal of her time to keep- 
ing the bedridden child occupied, ten- 
sions in both individuals are likely to 
increase. While friends and siblings 
may spend time in playing with the 
patient, their ability to move about 
freely, go to school, play outside, and 
go places with their parents is resented 
by the ill child, and causes irritability 
in the patient which may result in his 
playmates staying away, thereby in- 
creasing the separation of the child 
from the environment. The inereased 
attention that the sick child gets from 
the parents often creates resentment 
on the part of the siblings, who feel 
that the sick child is the preferred one, 
and this may lay the groundwork for 
disturbances in intersibling relation- 
ships. The parents of the child at home 
become embroiled in these rivalry sit- 
uations and have to alter their rela- 
tionships with their other children to 


meet the needs of the sick ehild. 
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HOSPITAL CARE 


A number of the children in the hos- 
pitalized group had at a previous rheu- 
matie episode been cared for at home. 
Invariably these children preferred 
the hospital. The continued associa- 
tion with other children who were simi- 
larly restricted and the absence of the 
inequalities perceived by the ill child 
in the home make the necessities of 
the hospital treatment program more 
tolerable. V. L., a 9-yvear-old girl, 
described how demanding she had been 
while under eare in bed at home. She 
eried whenever her mother left the 
house. She spontaneously stated it 
was better in the hospital because she 
could get more care and rest. She 
would get the food she needed and, 


‘fat home I didn’t have other children 
around.’’ 

Most of the children experienced 
anxiety at the time of hospitalization. 
This is usually in the nature of a sep- 
aration anxiety, and usually subsides 
within a few days as the child’s adap- 
tive mechanisms permit him to aeeli- 
mate himself to the new setting. The 
extent and duration of this anxiety ap- 
pears related to the security of the 
child in the home and the degree of 
rigidity of pre-existing personality 
patterns which may come into conflict 
with treatment requirements and the 
group setting of the hospital. 

Positive attitudes were expressed to- 
ward the hospital personnel with few 
exeeptions. The bright spot in the 
children’s hospital lives, many spent 
at Bellevue Hospital, is the presence 
of the Toy Ladies. The play resources 
of these recreational workers are con- 
siderably greater than would be avail- 
able to these children at home, and the 
boredom and ensuing restlessness re- 


sulting from repeated play with the 














PSYCHOLOGIC 


same toys is minimized. The contin- 


uation of schooling, through a regular 


the wards, 


anxiety 


teaching program on re- 


the child’s 
schoolmates at home pulling ahead of 


duees over his 
him during his illness. 
The the 


process is baffling to the child and con- 


significance of rheumatic 
sequently produces a great deal of anx- 
iety. The medical and nursing per- 
sonnel, as well as the hospital setting, 
can by their very presence allay this 
anxiety and provide the child with a 
ereater sense of security. These are 
people whose prime purpose it is to 
help him, and as verbalized by one 
child, ‘‘knew how to get you well.”’ 
In spite of certain undesirable fea- 
tures implied in hospitalization, such 
as the separation from home, the pres- 
ence of seriously ill children on the 
ward, and the need for establishing a 
host of new relationships in a foreign 
environment, the experiences of the 
group studied indicate that, except in 
those instances where there were rela- 
tively severe pre-existing disturbances 
in personality and behavior patterns, 
the period of hospitalization is a posi- 
tive and relatively harmless experience 
for the growing personality. 
CONVALESCENT 


HOME CARE 


The the 
uniqueness of his illness comes when 


child’s first awareness of 
he gets over the acute stage and finds 
that he still has 
spite of feeling 


to remain inactive in 
‘““Why must I 
is a universal question 


well. 
stay in bed?’’ 
in this group. The children expressed 
a desire to know more about their ill- 
Where they asked for such in- 
the 
they were usually given some innoc- 


ness, 


formation from doctor or nurse, 


uous but noninformative response. One 


child, who was 11 old at the 


years 
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time of hospitalization, was told that 
He said, 
If I did, I 
Bits of mis- 


his condition not bad. 
‘*T didn’t 


wouldn’t be here now.’ 


was 


believe this. 


, 
information are picked up from par- 
ents and other children which accen- 
tuate guilt feelings that the child may 
have in relation to the illness, and tend 
to increase his anxiety. The need for 
protracted bed rest without having 
understandable reason is often 
perceived by the children as an unjus- 


some 


tifiable use of parent or parent-surro- 
gate authority, and may produce re- 
sistances to compliance which inter- 
fere with the total response to treat- 
ment and may have future implica- 
tions in attitudes toward authority. 
The urge to know more about the ill- 
ness is seen in such remarks as ‘‘ They 
should tell you the truth, even if it 
‘““The doctor 
talks to my mother, but she won’t tell 


made you feel worse,”’ 


me.”’ 

The prospect of continued separation 
from home during a period of institu- 
usually ap- 
proached with apprehension by the 
children. The news of the prospected 
change is handled by parents and hos- 
pital personnel in a variety of ways, 


tional eonvalescence is 


often with an attempt to paint an en- 
ticing picture of the convalescent fa- 
One child complained, ‘‘ They 
gave me a lot of baloney. They said 
there was horseback riding, but I only 
The child is often told that 
he will be away only two weeks and 
finds that he is still away after a year 
An approach to this change 


cilities. 


walked.’’ 


or more. 
to a new and strange environment, by 
giving the child a realistic picture of 
what he can expect, perhaps through 
a planned introductory program using 
verbal and visual aids, may only par- 
tially alter the child’s separation anx- 
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iety, but it will greatly reduce his re- 
sentment toward the deception of 
authority, and make for a speedier 
adaptation to the new setting. 

The matter of convalescent care, 
which may be a vital part of the treat- 
ment program, has given risen to con- 
siderable differences of opinion as to 
whether it should be carried out in the 
home or away from home in an institu- 
tion specifically oriented toward the 
needs of the convalescent child. The 
advantages of home care or institu- 
tional convalescent care have been 
weighed from the point of view of dis- 
ruption of the child’s position in the 
family, relationships to his peers, over- 
dependence on a certain type of group 
living, diminution of the role of the 
parent, difficulties of readjustment to 
family and community living, and de- 
velopment of excessive preoccupations 
with his illness." * * 

Seventy-six per cent of the group 
studied were provided with convales- 
cent care away from home, some with- 
out prior hospitalization or after- 
periods of convalescence at home. In 
isolated instances the separation from 
home was too threatening because of 
severe disturbances in the child’s re- 
lationships in the home, or the child’s 
difficulties in interpersonal relation- 
ships ereated overwhelming anxiety 
when he was placed in such a special- 
ized group setting. The remainder of 
the group, whose stay at a convalescent 
home ranged from two weeks to close 
to two years, revealed by their own 
and their parents’ verbalizations and 
their social service data that the ex- 
perience was a satisfying, constructive, 
and integrating one. Because their 
program of activity is planned and 
supervised by trained personnel, they 
can participate with less need for 
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frustrating control than is the case 
when the child is at home, and the par- 
ent, anxious and injudicious in her ap- 
plication of the doctor’s orders, almost 
invariably overeontrols. The children 
talked of their initial surprise at all 
the activity they were allowed, whereas 
at home they were continually re- 
strained by their parents. Necessary 
restrictions are felt to be more toler- 
able when applied to a group with 
which the child is identified. They 
see the convalescent period as one in 
which they had many advantages such 
as good food, clothing, and living space 
which was not available to many of 
them before. They derive security 
from the established routine of life 
with the group, and consequently de- 
velop in their interpersonal relation- 
ships to a degree which may not have 
been possible under the pressure of the 
environment in which many of these 
children live. The children are acutely 
aware of learning a better way of life. 
One child spoke of learning to pray, 
and to be quiet when other people are 
talking; several talked about learning 
manners. The meaningfulness of the 
convalescent experience was also dis- 
eerned from the ambivalent feelings 
the children had upon leaving to re- 
turn home. Many deseribed repetitive 
dreams of a pleasurable nature about 
the convalescent period long after they 
returned home, and several children 
were quite insistent in trying to get 
their parents to move to the country. 


THE RETURN HOME 


Children often feel a strangeness 
upon their return home. Everything 
at home looks small. They are dis- 
tressed at the lack of routine in the 
home, and try to impress the convales- 





cent home routine on the family. The 


1 
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information they have aequired as to 
proper eating habits and proper food 
are impressed upon their parents and 


* In some instanees this has 


siblings. 
ereated an initial resentment toward 
the returning child, since economic 
and emotional pressures in the home 
often make it difficult to incorporate 
many of these new patterns into the 
family way of life. Readjustment of 
the returning child in the home and 
among his friends was made with vary- 
ing ease, but appeared to be in only 
a small part related to the length of 
stay in the convalescent institution. 
The primary source of the difficulty 
in adjustment stems from the eonfu- 
sions the child and parents have about 
the disease and its prognosis, and from 
the curtailing nature of the prolonged 
convalescent period. 

Upon returning to school, the chil- 
dren may be handled in special cardiae 
or health classes, or may return to a 
regular class, depending upon recency 
of rheumatic activity or severity of 
heart damage. Of our group, twelve 
children were attending special health 
classes, while thirty-eight were enrolled 
in regular classes. Those who have to 
attend a special elass in general object 
to being set apart from other children, 
hut, nevertheless, do gain considerable 
support from the identification within 
the group. They experience frustra- 
tion in the continuing curtailment of 
activity, in the need for rest periods, 
and in the feeling that these rest peri- 
ods interfere with the rate at which the 
schoolwork goes forward. Sinee the 
medieal expediency of the rest periods 
is evident, means of reducing the ten- 
sional aspects should become an im- 
portant phase of the over-all planning 
in handling such a special group. 








In a majority of the group attend- 
ing regular classes the teachers’ knowl- 
edge that the child has had rheumatic 
fever has imposed a considerable bur- 
den upon the child. The anxieties of 
the school authorities and more spe- 
cifically the teachers, even in the face 
of medical advice placing him on un- 
curtailed activity, causes him to be set 
apart from the group as a whole. He 
may not be allowed to stand when the 
others do; he may be deprived of the 
opportunities to run errands and per- 
form minor chores for the teacher, an 
important source of gaining recogni- 
tion and approval; play activity may 
be eurtailed. The children who see 
their ability to return to regular class 
as conerete evidence of their return to 
the fold of normal children are espe- 
cially resentful of these impediments. 
One boy said, ‘‘The teacher treated 
me like a boy with no. feet.’’ Another 
girl, when kept from participating in 
a game, reported the other girls as 
‘Took who’s sitting down and 
keeping seore. They think I’m a dope 
of some kind.’’ Another described how 
the teacher tells her not to carry too 
many books because she’s sick. Every 
time the teacher mentions it, the other 
children look at her. This usually un- 
necessary singling out of the rheumatic 
child deprives him of many of the sat- 
isfactions to be derived from his school 


saying, 


experience, often creates negative at- 
titudes toward school and teacher, and 
tends to perpetuate the feeling so many 
of the children have of being some 
‘“different’’ kind of being. 

Children have a constant drive to in- 
tegrate with their peers. Interference 
with this identification process is dis- 
turbing to the child's self-concept. The 
rheumatic child finds many difficulties 
in accomplishing this process. The 











treatment ineludes curtailment of nor- 
mal physical aetivity, and this occurs 
during a life period when physical 
activity is a vital means through which 
the child can contact and establish re- 
lationships with others in his age 
group. Josselyn® describes this as a 
period during which aggressive im 
pulses are seeking expression, and 
physical activity becomes a means 
whereby the normal child can reduce 
many of his anxieties related to this 
aggression. The rheumatic child is de- 
prived of this solution. He is unable 
to fully enter competitive activities and 
he has been deprived of time needed 
to develop many skills, as in playing 
ball or jumping rope. Ile is especially 
anxious to coneeal his illness from 
other children, but he is often frus 
trated by parents who openly caution 
him to take it easv. The children talk 
about being rejected by their friends 
heeause they have heart trouble. ‘* Fel- 


lows sav I might get another attack 


if I box.’’ Others have heard, ‘* You 
ean 't play our games You’re too 
sick.’’ One boy who was ealled 
‘sissv’’ when he refused to join in a 


game, rationalized his action by say- 
ing he didn’t feel like playing or didn’t 
know how to play the game. Because 
they may lack skill in games, others 
make fun of them. Sometimes younger 
siblings outdistance the sick child. All 
of these factors interfere with neces 
sary ego satisfactions, and engender 
hostilitv, anxiety, feelings of low self- 
esteem and insecurity, which may in- 
terfere with the development of nor 
mal personality patterns, and often 
operate as a nidus for future behavior 
disorders The supports the child 
gains at home could help him greatly 
in overcoming many of these diffieul- 


ties in integration, but more often than 
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not the parents’ anxiety tends to en 
hanee the child’s separation from his 
group. One mother encouraged her 
child to go to the movies very often. 
In this way she was sure that he was 
sitting quietly and not actively par 
ticipating in some game. 

The child’s status in the home is at 
least temporarily disturbed by the req 
uisites of the acute and chronie stages 
of the illness. The need for special 
attention as to food, ventilation, and 
sleeping arrangements places increased 
burdens on the rest of the family, and 
often necessitates placing their needs 
secondary to those of the siek child. 
Because of the parents’ concern over 
the activity of the child, many of the 
daily chores such as cleaning house 
and going to the store are delegated 
to siblings. While the children did not 
object to this arrangement, they were 
generally aware that they were being 
deprived of a means of gaining recog- 
nition and approval from their par- 
ents. 

Considerable variation was noted in 
the degree to which the parents at- 
tempted to limit the child’s activity, 
and in the degree to which the child 
saw his parents’ control as restricting. 
The impression is that overcontrol is 
the order of the day in most instances. 
The parent’s attitude is determined by 
a multiplicity of factors. Faulty un- 
derstanding of the illness either 
through lack of proper information 
given by medical personnel, or through 
an inability to grasp intellectually the 
meaning of the treatment program, 
ean greatly enhance the parents’ anx- 
iety over the handling of the child. 
Stimulation of guilt feelings in the par- 
ent may cause them to be oversolici- 
tous and exert restraints far in excess 
of rational need. The socioeconomic 
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setting of many of these families has 
frequently made life burdensome for 
the The burden 
imposed by the reality needs of the 


parents. increased 
sick child may create deep hostility 
toward him which is unconsciously ex- 
pressed in the restrictive attitudes of 
the parents. The frustration of the 
child from irrational 
controls often causes hostility toward 


resulting these 


the parents and related anxiety. 
No 
consistent pattern whereby the child 


evidence was obtained of any 
attempted to make use of his illness 
and the mother’s anxiety as a mech- 


When 


it was present, it appeared to be re- 


anism of interfamily control. 


lated to the child’s pre-existing status 
in the family, the stage of develop- 
ment and stability of his personality, 
and the attitudes he met from the im- 
portant figures in his environment. 


Since all the children in the group 


studied were known at the Cardiae 
Clinie for varying periods of time, at- 
titudes toward attendance were elic- 


The children offered varied objec- 
which 


ited. 


tions to ¢linie visits, none of 
seriously hampered their attendance. 
It interfered with school, the trip was 


too long, or thev had to wait too long 


at the elinie, are the usual superficial 
responses elicited. However, almost 
without exception, the trend of thought 
whieh was activated by the receipt: of 
a notice to attend the clinie revolves 
around the anxiety accompanying the 
possibility that something wrong might 
he discovered. Ina disease where path- 
ologie activity can remain silent for a 
long time and where the child has be- 
come aware that a feeling of well-be- 
freedom from re- 


ing does not mean 


striction, the eclinie visit becomes the 


time when something may be discov- 


ered which can once again set the child 
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down at the bottom of the ladder of 
recovery. This contains the deeper 
anxiety most of the children have that 
they will get sick again. 

The child at the clinie seeks a fur- 
ther answer to the question of what 
manner of illness he has, and he often 
meets with continued frustration 
through lack of available information, 
inconsistencies in the way the different 
clinie physicians view his needs, and 
lack of opportunity to develop a se- 
curity-providing relationship with the 
the 
the physician’s time that this entails. 


clinie because of demands upon 
One child complained that the doctor 
always talked to his mother, and all 
his mother would pass on was that he 
was all right. 

There is limited time and facility for 
orienting the child and parent to the 
meaning of the illness and the rationale 
for the restrictions in activity which 
have to be imposed. The parents often 
feel similarly threatened by the clinic 
as well as being annoyed by the time 
Their receptivity toward gaining 
the 


lost. 
an understanding of illness is 
limited. 

A variety of responses were obtained 
revealing anxiety as to future implica- 
One boy felt that 
he would not be able to try out for the 


tions of the illness. 
Several children 
the 
that they might become invalided as 


big athletic teams. 


were concerned with possibility 
did some of the sicker children they 
had seen in the hospital. Others wor- 


ried about competing for jobs and 
their inability to do like others. Many 
were heartened by the presence of a 
parent or sibling who had previously 
had the same illness but was now fune- 
tioning at full capacity. 


While the 


placed on obtaining attitudes of the 


greatest emphasis was 
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children, contaets with the parents in 


individual interviews, usually of 


shorter duration, provided further 


and 
Some of the 


light on the 
the child. 


tions of the parents have been referred 


pressures supports 


met by reac- 
to earlier in this paper in relation to 
their overprotectiveness, anxiety, hos- 
tility, and lack of understanding of 
the illness and the child’s reaction to 
it. The parents show considerable con- 
fusion as to the degree of activity to 
be allowed, the needs for permissive- 
ness, the extent to which emotional 
stress can be tolerated, and the future 
addi- 


tion to problems relating specifically 


implications of the illness. In 


to the sick child, there are others ex- 


pressed by one mother who wanted 


the clinie to tell 
reactions in her other ehildren 


her how to handle 
result- 
ing from the special way she had to 
handle her rheumatie child. Parents 
want to know just how sick their child 
is so that they can know when and 
how to discipline him. They get caught 
in sibling rivalries, and their tendency 
child 


children. 


to overprotect the sick results 


in friction with their other 
Their anxiety causes them to forbid 


child 


sometimes long after this is necessary. 


the rheumatie many activities, 
At times they encourage the child’s 
aloofness from his playmates, thereby 
keeping him from activity which they 
fear might be detrimental to his physi- 
cal condition. 

Parents are reluctant to admit 
changes in attitudes toward their child 
as a result of his illness, but they ae- 
knowledge being more permissive to 
avoid upsetting him, not having him 
do many of the chores about the house, 
and resorting less to punishment. They 
are not always aware of the potentiali- 
ties their overprotective attitudes have 
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for making the children overdependent 
and excessively preoccupied with their 
illness, but the 
child’s attempts to play on his illness 
for less pressure in his relationship 


they readily resent 


with the parent. 

Much of the confusion that the chil- 
dren have as to the nature of the dis- 
ease is repeated in the parents, and 
although they are generally accepting 
and grateful for the care and atten- 
tion given they express the desire to 
One par- 
the doctors should tell more 
Her child’s doe- 
trouble, but 


know more about the illness. 
ent felt 
than they really do. 
tor said, ‘‘He has heart 
don’t worry !”’ 

No specific attempt was made to 
evaluate the personality types or the 
disturbances in 


presence of behavior 


the children interviewed. However, 


from the background material 


vided by the parents, the social service 


pro- 


records and the interpersonal contact 
during the interviews, gross impres- 
sions could be garnered as to the per- 
sonality development of the child. 
Within the studied various 
types of personality were seen, and a 


group 


number of moderate to severe behavior 
disturbances We 
were not impressed with any evidence 


were encountered. 
of a definitive prerheumatie person- 
ality pattern nor were the patterns de- 
veloped as a reaction to the illness and 
its attendant therapeutic program suf- 
ficiently consistent to suggest a specific 
ap- 
peared that the total reaction of the 


type of personality reaction. It 


child to his illness was related to his 
previous personality development, the 
severity of his illness, the type and 
duration of the therapeutic program, 
and the reactions to the illness within 
Of these fae- 


personality 


the family constellation. 


tors, the pre-existing 
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seemed uppermost in determining the 
extent to which the child would be able 
to cope with the demands of the new 
way of life foreed upon him by his ill- 
ness. 


DISCUSSION 


The period of greatest activity in 
rheumatie fever coincides with the 
period of active personality growth. 
The demands made upon the person- 
ality by the aeute and chronie phases 
of the disease and its accompanying 
treatment subject the child to certain 
stresses which may affect personality 
development, may alter the ability of 
the child to cooperate in the treatment 
program, and may influence his future 
adaptation to life situations. 

The greatest source of anxiety stems 
from the diffieulty the child has in un- 
derstanding his illness. This difficulty 
is inherent in the nature and character 
of the disease, which for a good part 
of its life history does not produce the 
kind of symptoms a child visualizes as 
accompanying illness. This difficulty 
is enhanced by deficiencies in a pro- 
gram which should orient the child 
and parent throughout hospitaliza- 
tion, convalescent eare, and elinie fol- 
low-up, as well as in school and com- 
munity activity. There is need for an 
informational program for the child 
and the parents, to start during the 
acute phase of the illness, and to con- 
tinue while the child is in the subsid- 
ing aetive and convalescent phases, 
and later in the inactive stage when 
he is under medical supervision in a 
follow-up elinie. 

Investigation is required into con- 
tent and methodology for developing 
a realistic program which would meet 
the needs of the child and the parent, 
thereby reducing anxieties which inter- 
fere with the growing personality of 


the child and the interpersonal rela- 
tionships within the family unit. Con- 
sistent orientation of all personnel 
dealing with the child appears to be of 
utmost importance. This would avoid 
the confusions which arise when un- 
related educational programs present 
the children and parents with widely 
varying concepts and advice from the 
groups and personnel coming in con- 
tact with the individual ease in the 
various phases of the disease. 

It was shown that hospitalization 
and institutional convalescent care can 
offer opportunities for group integra- 
tion and diminish feelings of unique- 
ness, so that this period may become a 
positive growth experience for most 
children. The period in a convales- 
cent home was found to have been a 
positive integrating experience for the 
child, except when a prominent per- 
sonality disturbance existed before. 
The length of stay in a convalescent 
home was not found to interfere with 
the child’s ability to readjust to his 
return home, and he appeared to be 
better equipped to handle the stresses 
that he might meet there. 

Returning to school in the ecommu- 
nity ean represent to the child that his 
progress toward normality is continu- 
ing. He is given an opportunity to 
lose himself in the identity of a normal 
group of children. The people he 
meets in this setting should be aware 
of the problems in reintegration faced 
by the child. They have a unique op- 
portunity of providing him with sup- 
port and added impetus in this read- 
justment period. Responses obtained 
in this study suggest that an educa- 
tional program is needed to provide a 
better orientation in rheumatic fever 
and rheumatic heart disease for school 
nurses and teachers. This will enable 





SOG rHE 


the child lo see his school experience 
in a positive way and thereby favor- 
ably affect his relationships with the 
school and the community as a whole. 
With a properly oriented program the 
child can gain a positive school expe- 
will inerease his feelings 


oe 
rience which 


This in turn will be re- 


f security. 
flected in better relationships, both at 


home and in the community. 


SUMMARY 


1. Fifty children with a history of 


acute rheumatie fever or with existing 


evidence of a previous rheumatic in 


fection were interviewed to discover 
their attitudes toward their disease and 
its required treatment 

2 The children had been treated at 
home, in hospitals, in convalescent in 
stitutions, and in a follow-up elinie. 

3. Data 


attitudes 


were obtained concerning 


toward illness at home, hos- 


pitalization, preparation for convales 


cent care, reintegration into home and 
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community, school attendance, pa- 
rental handling, follow-up elinie care, 
and the meaning of the disease. 

4. Suggestions are offered which are 
directed toward reducing the stresses 
met by these children and toward en- 
abling them to cooperate fully in long- 
treatment 


range programs, 


The author is indebted to Miss Marie R. 
Summitt, Social Service Worker for the Chil 
dren’s and \doleseents’ Cardiae Clinics, for 
her cooperation in this study. 
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N SPITE of its relative infrequency 
rabies stands out from all other 


infectious diseases because the illness, 
once symptoms and signs are present, 
always ends in death. Rabies is a 
preventable disease and its prevention 
is primarily a community-wide re- 
sponsibility.’’ The foregoing state- 
ments are quoted from a paper by 
Koprowski and Cox! (American Jour- 
nal of Public Health, December, 1951) 
in which recent developments in the 
prophylaxis of rabies are discussed. 
It is uneomfortable to realize that 
rabies is still a serious menace, and 
that in many areas of the world, in- 
cluding the United States, we have 
not succeeded in eliminating this dis- 
ease. The practitioner of medicine 
and the publie health officer are con- 
fronted often by a distressing dilem- 
ma in advising proper protective 
treatment. Since there has been con- 
siderable confusion as to the indiea- 
tions for prophylaxis against rabies, 
and sinee postvaccinal neuroparalytie 
accident is a real danger, the phy- 
sician is hard pressed to know what 
is the wisest. policy to follow. 

Included in the report by these au- 
thors is an excellent table summariz- 
ing the indications for vaccine treat- 
ment. This table, which is based on 
the report of the World Health Or- 
ganization (WHO) expert committee 
on rabies, presents a reasonable ap- 
proach to this difficult problem in a 
clear and concise manner. This table 
is reproduced below. 

While as these authors point out, 
‘‘to compose a guide for rabies pro- 
phylaxis is a difficult and unsatisfy- 
ing task because inevitably the result 
will not be universally acceptable,’’ 
such a table might well serve as a gen- 
eral guide for the physician who is 
faced with the decision as to whether 
vaccine treatment is indicated or not. 
In any ease the table represents the 
combined efforts of a group of sea- 
soned and well-informed experts on 
the subject. 


Comments on Current Literature 


RABIES 


807 


Koprowski and Cox present, in ad- 
dition, experimental evidence indicat- 
ing that rabies antiserum has a defi- 
nite protective power in the treat- 
ment of exposed laboratory animals.*° 
If the antiserum is given within twen- 
ty-four to seventy-two hours after 
inoculation with street virus, the ma- 
jority of the exposed animals will 
be protected. To date, forty-eight 
human subjects have received anti- 
serum, Of this number, twenty-nine 
persons were treated with antiserum 
who had been bitten by animals 
which subsequently were shown to 
be rabid, either by the presence of 
Negri bodies in the brain tissue, or 
by the isolation of virus by means 
of mouse inoculation. In most of 
these twenty-nine persons treated, ad- 
ministration of serum was followed 
by phenolized vaccine prophylaxis. 
Not a single fatality was observed in 
the series, and although the authors 
do not claim that these results are 
conclusive, they state that in every 
case of severe exposure the use of 
antiserum should be considered, ad- 
ministered preferably within twenty- 
four hours after exposure, and not 
later than seventy-two hours after ex- 
posure. These authors advocate that, 
in addition, treatment with vaccine 
should be initiated twenty-four hours 
after administration of antiserum. 
The dosage of serum recommended is 
0.50 ml. per kilogram of body weight, 
and the type of serum recommended 
is horse or rabbit serum concentrate. 

While such evidence of successful 
therapy in human subjects cannot be 
regarded as conclusive, Koprowski 
and Cox feel that antiserum adds an- 
other factor toward the more effective 
prevention of rabies. With the de- 
velopment of improved and safer anti- 
rabies vaccines, in combination with 
antiserum, it is possible that preven- 
tion of rabies in an exposed individual 
may become a more predictable ex- 


















































THE 





NATURE OF 


Suspicious 


Animal rabid, 
escaped, killed, 
or unknown 
IIl, Bites a) Healthy 


iD Healthy 


Suspicious 


d Animal rabid, e 


unknown; 01 
any bites by 
jackal, wolf, 
fox, or other 
wild animal 


perience. Nevertheless, as the authors 
emphasize, complete eradication of 
this disease from the community ean 
be accomplished, and in the United 
States renewed efforts must be made 
in order to remove the possibility of 
exposure of human subjects to ani- 
mals infeeted with rabies virus. 
Russe. J. BLATTNER 
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EXPOSURE AT TIME OF EXPOSURE | 
I. No lesions: in Healthy or rabid 
direct contact 
only 
IT. Licks: 
l Unabraded Healthy or rabid 
skin 
2) Abraded a) Healthy 
skin o7 b) Healthy 
mucosa 


eaped, killed, on 
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TABLE I, INDICATIONS FOR VACCINE TREATMENT* 


BITING ANIMAL 


DECISION AS TO 
VACCINE TREATMENT 


DURING OBSERVATION AT TIME OF 
PERIOD OF 10 DAYS POSSIBLE EXPOSURE 

Healthy or rabid None 

Healthy or rabid None 

Healthy None 

Clinically suspicious Start treatment at 
or proved rabid appearance of first 


suspicious signs 


Healthy Start treatment im 


mediately; stop 
treatment if ani 
mal remains normal 
for 3 days 

Start treatment im- 
mediately 


Healthy No treatment, except 


if bites are mul 

tiple or face, head 
or neck bites; then 
treat as in III(e) 


Clinically suspicious Start treatment at 


or proved rabid appearance of first 


suspicious signs 


Healthy Start treatment im- 


° 


4. 


a. 


6. 





mediately; stop 
treatment if animal 
remains normal for 
3 days 

Start treatment im 
mediately 


Nore: Bites on the head, neck, and shoulders, deep multiple wounds, and those inflicted by 
wild animals involve a greater degree of risk, and patients should be treated accordingly. 


*Reproduced from World Health Organization Technical Report Series, 1950, No. 28. 
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Dr. Marvin H. Strick, 1759 Commonwealth 
Rd., Benton Harbor, Mich. 

Dr. John Blackwell Sutphin, 631 Frisco 
Bldg., Joplin, Mo. 

Dr. Carl Lewis Wheeler, Jr., S89 E. High St., 


Lexington, Ky. 


Dr. Robert Channing Wheeler, Suite 414, 636 
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Dept. of Pub. Health, 1 Hunter St., 
Atlanta, Ga. 
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At the 62nd Annual Meeting of the 

American Pediatric Society at Old Point 


1952, the foliowing 
1952-1953: 


Vice-President, 


Comfort, May 6 to 8, 


officers were elected for Presi 


dent, Dr. Irvine MeQuarrie; 


Dr. Ernest Caulfield; Secretary-Treasurer, 


Dr. Aims (C. MeGuinness; Reeorder, Dr. 
Stewart H. Clifford; Member of the Coun 
cil, Dr. Henry G, Poncher. 

The following were elected to member 
ship: Dr. Charles Bradley, Portland; Dr. 
Albert Dorfman, Chieago; Dr. Gilbert B. 


Walter Heymann, Cleve 
Lawson, Winston-Salem; 


Buffalo; Dr. 


Dallas; Dr. 
Robert 
Little, 


Forbes, 
land; Dr. 
Ir. 
Patterson, 
Nashville; 


BR. Seott, 


Sherman Donald 


Vancouver; Dr. J. C. Peterson, 
Dr. Alan Ross, Montreal; Dr. 
Washington; Dr. William 
Margaret H. D. 
Dr. William M. 


Tvree CC. Wyatt, 


Roland 
M. Sehmidt, Boston; Dr. 
Smith, New 
Wallace, Cleveland; Dr. 
Svracuse. 

Dr. 


American 


Orleans; 


James G. Hughes was appointed to 


the Board of Pediatries for a 
term of three vears sueceeding Dr. Donovan 
J, MeCune expired this vear. 
Dr. Richard W. B. Ellis, 
Sir James Spence, Newcastle-on-Tyne, were 
the 


John 


whose tern 


Edinburgh, and 
elected Members of Societv. 


The Hlowland 


{ward for distinguished service to pediatrics 


Honorary 


newly established 


was given to Dr. Edwards Park. 


Dr. Albert James Bell, a well-known pedia 


trician of Cincinnati, died in February at 


the age of 78. For many years he was on 
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the staff of the Children’s Hospital and Cin 
cinnati General Hospital where he organized, 
and was in charge of, the contagious disease 
department. 

Dr. Henry Poncher has resigned as 
head of 
atrics at the University of Illinois School of 


Medicine effective 


pro 


fessor and 


the department of pedi 


at the end of the present 


school year. Dr. Poncher will enter private 


practice at his home at Valparaiso, Ind. He 
will continue his pediatric activities such as 
secretary of the American Board of Pedi 


atrics and as a member of the Editorial 


Board of the Jot RNAL, 


associate professor 


Dr. Charles D. May, 
of pediatrics at the University of Minnesota 
since 1947, has been appointed professor and 
head of the department ot pediatrics at the 
Medical Sehool, 
Philip C. 


University of Iowa lowa 


City, effective July 1. Dr. Jeans, 


who has been professor and head of the 
department since 1924, will retire to part 
time service, 


Wallace 
pediatrics of the West 


has been ap 


Dr. William M. 


pointed professor of 


ern Reserve University School of Medicine 
and director of Babies and Childrens Hospi 
tal in Cleveland. Dr. Wallace was associate 


professor of pediatrics at Harvard Medical 


School. 


On May 21 to 23, Dr. Clifford Sweet, who 
has retired after thirty years as chief of staff 
of Children’s Hospital of the East Bay in 
Oakland, Calif., was honored by the inaugura 
of the ‘‘ Clifford 
The 


event, 


tion Sweet Clinics and Lee 


which will be an 


Dr. MeQuarrie. 
to the 


tureship.*’ lecture, 


annual Was given by 


\ portrait of Dr. Sweet was presented 
hospital. 

On April 16, 1952, one of the four Lord 
& Taylor Awards of $1,000, each for experi 
ments which have increased our knowledge 
of man and thus improved human relations, 
Alfred H. Washburn, 


Research Council at 


was presented to Dr. 
the Child 


the University of Colorado for his pioneer 


Director of 


studies of human growth and development. 








Book Reviews 


Infant Development. The Embryology of 
Early Human Behavior. Arnold Gesell, 
M.D., New York, 1952, Harper and 


Brothers, 108 pages. Price $3.50. 


In a compact book, aptly described as an 
‘orientation volume,’’ the author has sum- 
marized the studies of the Yale Clinie for 
Child Development which have been pub- 
lished by Dr. Gesell and his associates over 
a period of thirty-five years, and which have 
had an important influence on _ pediatric 
thought and practice. After a discussion of 
the concept of growth, a series of illustra- 
tions of developmental levels is presented 
taken from cinephotographs made over the 
years, and which have recently been incorpo 
rated into a new film for visual education 
dealing with the principles and pediatric 
applications of a clinical science of child 
development. The text then turns to brief 
discussions of the origin of growth, stages 
and ages in the ontogenetic sequence of the 
eyes, hands, and brain, the maturation of the 
mind, the growth process as shown by the 
mechanisms and principles of behavior de 
velopment, a discussion of methods, and 
finally what the author terms a develop 
mental philosophy. As a whole it can best 
be described as a summation of Dr. Gesell’s 
important life’s work. To those who have 
followed this work over the years this com- 
pact summary or ‘‘orientation volume’’ will 
be of interest and value in tying the studies 
together. To those unfamiliar with the basic 
studies, it will eall for considerable collateral 
reading to understand the basis and back 
ground of much of the discussion. No mat 
ter whether or not the levels and sequences 
of development formulated by Gesell are 
modified by the studies of subsequent workers 
in the years to come, his pioneer work will 
always be looked upon as one of the basic 
contributions to our knowledge of the growth 


and development of the child. 


Electrocardiographic Studies in Normal In- 
fants and Children. Robert F. Ziegler, 
M.D., Springfield, Ill., Charles C Thomas, 


Publisher, 207 pages. Price $10.50. 


This book is a comprehensive study of 


the normal electrocardiograms obtained on 
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634 subjects free of clinical heart disease 
with tracings being obtained at various 
ages from 15 minutes to 16 years. The 
author explains clearly the difficulties en- 
countered in pediatric electrocardiography 
and offers many helpful suggestions for 
standardizing the apparatus and for apply- 
ing electrodes on small infants. He sug- 
gests taking alternate (V,, V;, V;, and V;, 
V,, V«) precordial leads so that by washing 
the chest between groups all possible skin 
conduction due to excessive electrode paste 
is eliminated. 

The author discusses the cardiae mech 
anism, auricular activity, auriculoventricu- 
lar conduction, and ventricular activity. 
The text explains variations of the normal 
electrocardiogram and correlates the nor- 
mal patterns at various ages with tne grow- 
ing heart. The effect of the changing ratio 
of right-to-left ventricular muscle mass 
upon the electrogram is clearly outlined. 
Many diagrams and tables are used to 
clarify the discussion. Chapter IX presents 
numerous examples of typical electrocardio- 
grams at various ages. The appendix pre 
sents diagrammatically the statistical varia- 
tion of different measurements, lead by 
lead. 

This book does not cover the basie 
theories behind the electrocardiogram and 
therefore would not serve as a good text- 
book for beginners. It is an atlas of nor 
mal electrocardiographie patterns and meas- 
urements at different pediatric age groups 
and should be a useful source of informa- 
tion to anyone interested in pediatric elec- 
trocardiography. 

BEHRER 


The Clinical Use of Fluid and Electrolyte. 
John H. Bland, M.D., Philadelphia and 
London, 1952, W. B. Saunders Co., 259 


pages. Price $6.50. 


This monograph aims to provide a prac- 
tical usable guide to the recognition and 
treatment of the various fluid and electro- 
lyte abnormalities that may arise in medi- 
eal and surgical patients. Its thirteen chap- 
ters cover (1) Basic Physiologic Considera- 
tions of Body Fluid and Electrolyte, (2) 





‘*Pure’’?’ and Mixed Water and Sodium 
Chloride Depletion, (3) Water and Electro 
lvte in Congestive Heart Failure, (4) Nor 
mal and Abnormal Potassium Metabolism, 
5) Water and Electrolyte in Pediatric Pa- 
tients, (6) Fluid and Electrolyte in the 
Aged and Aging, (7) Parenteral Fluids in 
Surgical Patients, (8) Fluid and Electro 
lyte in Renal Disease, (9) Fluid and Elee- 
trolyte in Diabetes Mellitus, (10) Fluid and 
Electrolyte in Adrenal Cortical Insufficiency, 

1] Adverse Effects of Heat on Body 
Water and Electrolyte, (12) ACTH and 
Cortisone: Physiologie Effects in Body 
Fluid and Electrolyte, and (13) Behavior 
f Body Water and Electrolyte in Shock, 
turns, Crush, and Blast Injury, Roentgen 
Irradiation, and Exposure to Cold and 
Other Stress. 

Liberal use is made of the work of 
others, and each situation is reviewed as 
to operating factors and net results on 
body fluids. The monograph should be of 
considerable assistance to the practitioner 
not thoroughly familiar with fluid replace 
ment problems, 

HARTMANN 


Management of the Newborn. Arthur H. 
Parmelee, M.D., Chicago, 1952, Year 


Book Publishers, 358 pages. Price $7.00. 


This excellent text on the management 
of the newborn adds another to the rapidly 
growing list of worth-while monographs on 
pediatric subjects which have appeared in 
the last few years. It differs from most 
texts on the newborn in that the author in 
a well-written and unusually readable way 
develops his theme on the basis of his 
large 


vrsonal experience at the Cook 


County and Presbyterian Hospitals in Chi 
cago, rather than a compilation and cover 
age from all that has been written on the 
subject. It is this approach that gives it 
a rather unique flavor among American 
texts on the subject. After finishing the 
book the reviewer had the feeling of hav 
ing had a fine and profitable talk with a 
man who by his experience and interest 


had a thorough personal knowledge of the 


newborn. 
About half of the book is taken up 
with a discussion of the characteristics of 
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the newborn including the premature in- 
fant. In the latter half the various dis 
turbances to which the newborn infant is 
subject are considered, These chapters are 
divided into disturbances due to ‘‘ Birth 


Processes, ‘‘Abnormal Variations of 
Physiologic Peculiarities,’’ ‘‘Prenatal Fac 
tors,’’ and ‘‘Postnatal Hazards.’’ While 
the author in the text cites relatively few 
contributions to our knowledge of the new- 
born, each chapter is followed by an ex- 
cellent although brief bibliography citing 
chiefly the more recent studies and litera 
ture. It is a text that can be read with 
profit by those experienced in the care of 
the newborn, but should be of greatest 
value to the practitioner and young pedia 
trician whose experience is necessarily lim 
ited. It is an unusually worth-while and 
useful addition to pediatric texts. 


Syndromes Pathologiques du Nourrisson et 
de 1’Enfant. Robert Clément, Paris, 
1952, Masson & Cie, 767 pages. Price Fr. 


3550, 


Prof. Clément of the Hopital Bretonneau 
has attempted a practical pediatric text by 
approaching and arranging the material 
from the standpoint of symptomatology 
rather than a classification by disease. Thus 
in the first chapter on ‘‘digestive syn 
dromes’’ he subdivides the subject into 
anorexia, vomiting, hematemesis and melena, 
constipation, diarrhea, and so on. The vari 
ous forms of each of these symptoms are 
presented, their causes, the diagnosis, and 
the treatment. The same general plan is 
followed for twelve main subdivisions into 
which the text is divided, of which nu 
tritional disturbances, respiratory syndromes, 
avitaminosis may be cited as examples. The 
text attempts to cover a vast field, with the 
result that the discussion of many subjects 
is necessarily very sketchy. There is an al- 
most total absence of bibliographical refer- 
ences which would enable the reader looking 
up a subject to pursue it further. The text 
would be of little value to the American 
practitioner. To the teacher able to read 
French fluently, the text is of considerable 
interest in presenting the thought and 
methods of practice and treatment of our 


French colleagues. 

















CONVALESCENT CARE FOR 
CHILDREN WITH RHEU- 
MATIC FEVER 
N RECENT 


considerable discussion as to the best 


years there has been 
means of providing convalescent care 
for children recovering from rheumatic 
fever. Should these patients be sent 
to convalescent homes or can they re- 
ceive adequate care at home? 
Rheumatie children 


present a spe- 


cial problem. After recovery from the 
acute phase of the disease, they usually 
feel well and it is diffieult for them to 
understand why their activities have 
The cata presented 

this the 
instructive. 


to be restricted. 
by Dr. 
JOURNAL (p. 796) 
He is to be 
straightforward 
Dr. 
children did not 


Bauer in issue of 
are very) 
congratulated on his 
factual presentation. 
sauer found that in most instances 
resent restrictions in 
an institution where other children 
were receiving similar treatment. In 
the home, on the other hand, they were 
constantly aware that their activities 
were curtailed as compared to those 
Most children en- 


joyed the planned oecupational pro- 


of their siblings. 
directed by trained personnel 
the 


provide. 


erams 
mothers unable to 
Of special 
that 


period of 


which were 
interest is Dr. 
finding irrespective of 
the convalescent 
long or the 
to the home offered no 
Indeed, some- 
with the 


stresses of the home environment im 


Bauer’s 
whether 
care was short, child's 
readjustment 
particular difficulty. 
times his ability to cope 
proved after his return. 

In the past it has been the policy 
homes to keep 
the 


winter months beeause of the high in- 


of most convalescent 


rheumatie children throughout 


cidence of streptococcal upper respira- 


Editor’s Column 
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tory infections during that season of 
Now, 


prophylactic measures such as small 


the vear. however, the use of 
daily doses of sulfadiazine or oral peni- 


cillin is becoming more widespread, 
thus reducing the risk of streptococcal 
pharyngitis and rheumatie recurrences. 

The and 


teachers) of homes 


( doctors, 
the 
have an exeellent opportunity to ex- 


staffs nurses, 


convalescent 
plain the nature of rheumatie fever 
to the parents and stress the importance 
of taking the prophylactic medication 
regularly. Dr. Bauer’s plea that phy- 


sicians should make a greater effort 
to explain this illness not only to the 


parents but also to the child will help 


the whole family to make a_ better 
adjustment to this chronie and un- 
predictable disease. A. G. K. 


THE ROUTINE TUBERCULIN 
TEST—A NEGLECTED PEDI- 
ATRIC PROCEDURE 


HILE it is generally agreed that 

the tubereulin test is important, 
there is considerable question as to 
whether pediatricians are making a 
sufficient and satisfactory use of it. 
Recently a questionnaire was mailed 
to 2,500 practicing pediatricians in the 
United States, the 
questions: (1) In your private prac- 


asking following 
tice do you employ the tuberculin test 
(2) If so, at 
(3) Do you use the Vollmer patch test, 
old tubereulin, or P.P.D.? 

One thousand four hundred eighty 
Of these, 821 
answered in the af- 
659 (44.5 per cent) 
replied they do not use the tuberculin 
routinely. Further, of the 821 
the routinely, 174 (21 
use it in children 3 years of 


routinely ? what age? 


replies were received, 


(55.5 per cent) 


firmative, while 
test 
who use test 
per cent 


S14 THE 


age or older. Most of the pediatricians 
use the Vollmer patch test (480), 
the old tubereulin test next in 
larity (130 

The 


tubereulin 


with 
popu- 


importanee of employing the 


test routinely in infaney 


has been clearly demonstrated by 


She has shown that 


Brailey’s' work. 
children infected with tuberculosis be- 
fore the age of 3 vears bear a much 
more serious prognosis than do those 
that Also her 


work indicates that the first vear fol- 


infected after time. 


lowing the demonstration of tubereu- 


infection is most important. 
Karly diagnosis, careful 
the child, 


judicious use of the chemotherapeutic 
the 


lous 
follow-up of 


infected and prompt and 


agents whenever severe forms of 


tuberculosis make their appearance 
combine to make the most satisfactory 
approach to the problem available at 
the present time. 

Among those replying to the ques- 
tionnaire were some who felt that the 


tubereulin test should be used only 


‘‘when indieated.’’ This, in our opin- 


ion, is not satisfactory. The vast ma- 


jority of tuberculous children show no 
evidence 


physieal or re wentgenological 


of the disease, and there is often no 


history of contact with tuberculosis. 
The routine tuberculin test, therefore, 
is the only method of early ease find- 


The 


tubereulin §re- 


ing in the majority of instances. 


finding of a_ positive 


action in a child may lead to the diag- 
nosis of aetive tuberculosis in an adult 


eontact. This is particularly true 


when the positive reactor is under the 


age of 3 vears,’ as children in this age 


group have had a relatively small 


number of possible contacts. 
An objection voiced to the use of 


the routine tubereulin test was that 


‘‘vou will lose a lot of patients that 
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way.’’ It may well be true that an 
occasional parent will not appreciate 
the fact that the pediatrician is being 
This two 
reasons. First, the pediatrician may 


not take sufficient time to explain the 


careful. may be due to 


situation to the parents. Second, there 
are some parents who react hysteri- 
cally to almost any unusual or un- 
The answer to the 


The pedia- 


pleasant condition. 


first group is obvious. 


trician must carefully explain the 
matter to the parents. There is no 
answer to the second group, but at 


least the parents are made aware of 
the tuberculous infection and perhaps 
will seek medical advice from some 
source even if not from the physician 
making the diagnosis. 


In our experience the Vollmer pateh 


test has been satisfactory. The test 
is reasonably sensitive and does away 
with ‘‘the needle bugaboo.’’ If the 
Mantoux test is used, old tubereulin 


solution 0.1 mg. is injected intra- 
dermally. Our practice is to do a rou- 
tine tuberculin test at 


age and on all new patients more than 


15 months of 


a few months of age. This corre- 
sponds with the practice of the ma- 
jority using the test routinely in 


young children. 

In view of the results of this ques- 
tionnaire, it is suggested that use of 
the 


ther stressed in the teaching of medi- 


tuberculin test routinely be fur- 
eal students and interns, the pedia- 
tricians and practitioners of tomorrow. 
Epwin L. Kenpie, Jr. 
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5382. Lancaster, H. O.: Mortality from 
congenital malformations in Australia, 
M. J. Australia 2: 318-320, Sept. 1, 1951. 
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5389. Bruton, O. C.: 
dominal musculature 
genito-urinary and 
tract anomalies, J. 
Oct., 1951. 

see No, 5364, 


Agenesis of ab 
associated with 
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53938. Urdang, G.: The antibiotics and 
pharmacy, J. Hist. Med. & Allied Se. 6 
388-405, Summer, 1951. 
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in the management 
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Lipman, B. L., et 
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Arteriovenous Anastomosis 5400. Gurdjian, 
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erine deviations 
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Wagner, Richard: Nonendo- 
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J. G.: A synopsis of the basic factors 
of cerebral palsy, Pennsylvania M. J. 
54: 960-965, Oct., 1951. 
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Convulsions 5421. Shanks, R. A.: Convul- 
sions in childhood and their relation to 
epilepsy, Glasgow M. J. 32: 257-267, 
Sept., 1951. 

Coronary Disease. 

Cortisone 5422. 
sone in allergic 
New York State 
Nov., 1951. 

5423. Stephan, E. H. M., & Noad, K. B.: 
Status epilepticus occurring during cor- 
tisone therapy, M. J. Australia 2: 334, 
Sept. 8, 1951. 

See Nos. 5381, 5567. 


Treatment of 


See No. 5590. 


Kugelmass, I. N.: Corti- 
purpura of children, 
J. Med. 51: 2504-2506, 
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Cough, Therapy 5424. Cass, L. J., & Fred- 
erik, W. S.: Comparative clinical ef- 
fectiveness of cough medication, Am. 
Pract. & Digest. Treat. 2: 844-851, Oct., 
1951. 


Coxsackie Virus Syndrome 5425. Forrester, 
R. M., & Tobin, J. O’H.: The isolation 
of Coxsackie virus from a case with 
atypical clinical features, Lancet 2: 
663-666, Oct. 13, 1951. 


Cyst, Bile Duct 5426. Case records of the 
Massachusetts General Hospital: Case 
37431—Presentation of case, New Eng- 
land J. Med. 245: 654-661, Oct. 25, 1951. 


Cyst, Lung 5427. Riker, Wm. L.: Con- 
genital lung cysts in infancy, Proce. 
Inst. Med. Chicago 18: 366-367, Oct. 15, 
1951. 

5428. Adams, F. H.: Unusual case of 


bronchiogenice 
dextrocardia, J. 
Oct., 1951. 


Cyst, Omental 5429. 


lung cyst 


Pediat. 39: 


simulating 
483-485, 


Fitts, W. T., Jr., & 
Harvie, F.: Primary omental cyst: A 
rare cause of acute abdominal symp- 
toms, Surgery 30: 706-708, Oct., 1951. 


Cyst, Pancreas 5430. Mithoefer, J.: Pseu- 
docyst of the pancreas in childhood, 
Pediatrics 8: 534-541, Oct., 1951. 


Cystinosis 5431. King, F. P., & Lochridge, 
E. P.: Cystinosis (cystine-storage dis- 
ease), Am. J. Dis. Child. 82: 446-455, 
Oct., 1951. 


Dehydration. See No. 5370. 


Dermal Sinus, Congenital 5432. 
D., & Ingraham, F. D.: 
complications of 
sinuses, Pediatrics 8: 
1951. 


Matson, D. 
Intracranial 
congenital dermal 
463-474, Oct., 


Dermatitis, Perianal 5433. 
Perianal dermatitis of 
Am. J. Dis. Child. 82: 
1951. 


Diabetes 5434. Grayzel, H. G., & Warshall, 
H. B.: Clinical survey of vascular 
complications in ‘‘juvenile diabetes 
mellitus,’’ Pediatrics 8: 506-512, Oct., 
1951. 


Diarrhea 5435. Polleri, Jose Obes: Co- 
loides en la diarrea el agar y la goma 
karaya, Arch. pediat. Uruguay 22: 620- 
629, Aug., 1951. 


Diphtheria 5436. Brainerd, H., & Bruyn, 
H. B.: Diphtheria: The present-day 
problem, California Med. 75: 290-295, 
Oct., 1951. 


Pratt, A. Gz 
the newborn, 
429-432, Oct., 


Eczema 5437. Nisenson, A.: Hapamine in 
the treatment of atopic eczema, 
Pediat. 39: 472-475, Oct., 1951. 





Harvey: Ob- 
infaney, Proe. 
367-368, Oct. 


Emphysema 5438. White, 
structive emphysema in 
Inst. Med. Chieago 18: 
15, 1951. 

Encephalitis 5439. Cathala, J.: Sur les en 

cephalites aigues de l’enfance, Nourris 

son 39: 158-163, Julv-Aug., 1951. 


see No. 5 102. 


Encephalitis, Mumps 5440. Prince, G. E.: 
The mumps meningoen 
cephalitis, Carolina M. J. 12: 
195-499, Oct., 


diagnosis of 
North 
1951. 


Endocardial Fibroelastosis 5441. Hill, Wm. 


r., & Reilly, Wm. A.: Endocardial 
tibroelastosis, An J. Dis. Child. 82: 
579-586, No 1O51,. 


Enuresis 5442. Kempton, J. J.: Enuresis, 
Post Grad, M. J. 27: 523-527. Ocet., 
1951. 

5443. Diller, Juliet C.: 
enuresis, J. Child Psychiat, 2: 


Section 2, 1951. 


The sex factor in 
194-204, 


Pickup, J. D., & Riley, 
tropical eosinophilia 
nephritis, Arch. Dis. Child 
Aug., 1951. 


Eosinophilia 5444. 
. pal \ 
and acute 
hood 26: 301-3083, 


ease of 


What are 


psycho 


Irving: 
social and 


Epilepsy 5445. Kave, 
the evidences of 
maladjustment rev 
study of seventeen children who have 
idiopathic petit mal epilepsy? J. Child 
Psychiat. 2: 115-160, Seet. 2, 1951. 


ealed in a 


logical 


5446. Gordon, Alfred: Epilepsy as a 
mental hygiene problem, Internat, Ree 
Med. 164: 465-468, Sept., 1O51, 

5447. Livingston, Samuel: The keto 


genie diet in the treatment of epilepsy 
in children, Postgrad. Med. 10: 353-336, 
Oct., 1951. 


See No. 5421. 


Erythema Neonatorum 5448. Levy, H., & 
Bagner, A. B.: The effect of an anti 
substance pyvribenzamine 


Arch. Pediat. 


histamini 
on ervthema neonatorum, 
68: 413-416, Sept., 1951. 
Erythema Nodosum 5449. Johannessen, A. 
S.: Tubereulous ervthema nodosum, |. 
Oslo City Hosp. 1: 185-192, Aug., 1951. 


Emery, J. L.: 
mvelosis in a girl 


Path. & Bact. 63: 


Erythremic Myelosis 5450. 
Ervthremiece 
years, .J. 
Julv, 1951. 


aged 13 


395-402, 


Erythroblastosis 5451. Dublin, W. B.: 
Neurologic lesions of ervthroblastosis 
fetalis in relation to nuclear deafness, 
Am. J. Clin. Path. 21: 935-939, Oct., 
1951 
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& King, J. A.: Ex- 


5452. King, E. L., 
perience with the Rh factor in 1,000 
consecutive white obstetrical patients, 
Am J. Obst. & Gynec. 62: 758-763, Oct., 
1951. 

5453. Arnold, B. J., & Walsh, R. J.: The 
rare Rh allelomorph, M. J. Australia 

2: 361-362, Sept. 15, 1951. 


5454. 
du nouveau-ne, 
July-Aug., 1951. 


Hallez, G. L.: L/’ietere nucleaire 
Nourrisson 39: 164-174, 


Esophagus, Atresia 5455. Potts, W. d.: 
Atresia of the esophagus with or with- 

fistula, Post- 

Oct., 1951. 


out tracheo-esophageal 


Med, 10: 304-309, 


grad. 
Facial Paresis 5456. Hepner, W. R., Jr.: 
Some observations on facial paresis in 
the newborn infant: etiology and in 
cidence, Pediatrics 8: 494-497, Oct., 
1951. 
5457. Van Buskirk, 
facial diplegia, U. S. 
M. JJ. 2: 1553-1555, Oet., 


Chas.: Congenital 
A r med 
1951. 


Forces 


Favism 5458. Pickering, D. E., & Hurwitz, 
S.: Favism in childhood. A case re- 
port, Yale J. Biol. & Med. 24: 5-8, 
Sept., 1951. 

5459. Murano, G.: Contributo alla con- 
oseenza della predisposizione allergica 
eredo-familiare nel Pediatria 
59: 479-517, No. 7-8, 


favismo, 
1951. 


Fears 5460. Odenwald, Robert P.: The 

spiritual development of the child, with 
maladjust 
emotion of 


161-167, 


proble ms of 
and the 


Psychiat. 2: 


emphasis on 
ment in children 
fear, J. Child 
Sect. 2, 1951. 


Albanese, A. A.: Protein 
requirements of in- 
455-462, Oct., 1951. 


Feeding 5461. 
and amino acid 
fants, Pediatries 8: 


Fluids 5362. Freeman, Smith: Manage- 
ment of parenteral fluid therapy, GP 4: 
65-76, Oct., 1951. 


Fractures 5463. Ritchie, S.: Fracture of 
the neck of the femur in children, Bull. 
Hosp. Joint Dis. 12: 3-13, April, 1951. 


MeDonald, R., & Opie, 
South African 


1951, 


Gargoylism 5464. 
W. EL: Gargovlism, 
M. J. 25: 725-730, Oct. 6, 


Gastroenteritis 5465. Lowdon, G. M., et al.: 
Trials of oral streptomycin for infants 


with non-specific gastroenteritis, Brit. 

M. J. 4734: 767-774, Sept. 29, 1951. 
5466. Seligmann, E., & Saphra, I.: An 

unusual enteric pathogen, Pub. Health 


Rep. 66: 1369-1370, Oct. 19, 1951. 























5467. DuPan, R. M., & Rens, M.: De 
l’emploi de la streptomyecine dans la 
dyspepsie de l’enfant et du nourrisson, 
Rev. méd. Rom. 71: 599-607, 
Sept., 1951. 


Suisse 


Glaucoma 5468. Hertzberg, R.: 
for congenital glauecoma—a review with 
report of three cases, M. J. Australia 
2: 357-359, Sept. 15, 1951. 


Goniotomy 


Growth 5469. Macey, I. 
A.: Calories 
growth of children, J. 
189-199, Oet. 10, 1951. 


See Nos. 5367, 5405. 


G., & Hunscher, H. 
a limiting factor in the 
Nutrition 45: 


Heart 5470 Emery, J. L., & Illingworth, 
R. S.: Congenital mitral stenosis, 
Areh. Dis. Childhood 26: 304-307, Aug., 
1951. 

5471. Parrott, R. H., et al.: 
tricular hypertrophy 
cystic kidney disease, J. A. M. 
648-650, Oct. 13, 1951. 


Also see specific disease 


Left ven 
in infantile poly- 


A. 147: 
headings. 


Heart Disease, Congenital 5472. 
Maurice: Morbus 
surgical treatment, 
Oct. 13, 1951. 


Campbell, 
and its 


647-653, 


coeruleus 


Lancet 2: 


5473. Brown, C. J., & Morris, K. N.: Re 


sults of surgery in congenital deform 


ities of the heart, Australian & New 
Zealand J. Surg. 21: 1-12, Aug., 1951. 


5474. 


Diagnosis 


Sones, F. M., Jr., & E-ffler, D. B.: 
and treatment of aortic 
rings, Cleveland Clin. Quart, 18: 310- 
320, Oct., 1951. 


5475. 


certain 


Robert E.: Treatment of 

aortic coarctations by homol- 
grafts (A report of 19 cases), 
134: 753-768, Oct., 1951. 


Gross, 


ogous 


Ann, 


Surg. 


5476. Abrams, H. L., et al.: 


of complete transposition of the great 


Diagnosis 


vessels, Radiology 57: 500-513, Ocet., 
1951. 
5477. Muller, W. H., Jr.: The surgical 


treatment of transposition of the pul 
monarv veins, Ann. Surg. 134: 683-693, 


Oct., 1951. 

5478. Ybarz, P. L., & Balbi, J. C.: 
observaciones de ligadura del 
arterial de botal, Arch. Pediat. 
guay 22: 595-619, Aug., 1951. 

5479. Wittenborg, M. H., et al.: Roent 
genographie findings in congenital tri 
cuspid atresia with hypoplasia of the 


Seis 
canal 
Uru 


right ventricle, Am. J. Roentgenol. 66: 
712-727, Nov., 1951. 
5480. Skapinker, 5.2 Diverticulum of 


the left ventricle of the heart, Arch. 


Surg. 63: 629-634, Nov., 1951. 
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situs in- 


5481. Leiken, S. L.: Partial 
versus with levocardia, Clin. Proe. 
Child. Hosp., Washington, D. C. 7: 237- 
243, Aug., 1951. 


Hematoma, Sternomastoid 5482. Gruhn, J., 
& Hurwitt, E. S.: Fibrous sternomas- 
toid tumor of infancy, Pediatrics 8: 

i, Oct., 1951. 

Hepatitis 5483. 


Stokes, J., Jr., et al.: 


Infectious hepatitis. (Length of pro- 
tection by immune serum’ globulin, 


gamma globulin, during epidemics), 


J. A. M. A. 147: 714-719, Oct. 20, 1951. 


Hepatolenticular Degeneration 5484. Hood, 
B., & Fagerberg, Sven-Erik: Hepato- 


lenticular degeneration. Biochemical 
observations in children with and with- 
out neurological symptoms, Acta. med. 
Seandinav. 140: 374-375, No. 5, 1951. 


Hernia, Inguinal 5485. Caulfield, P. A.: 
Congenital hernias in infaney and 
childhood, Postgrad. Med. 10: 327-333, 
Oect., 1951. 

5486. Bruton, O. C., & Seeley, 8S. F.: The 
surgical treatment of inguinal hernia in 
infants and children, Pennsylvania M. 
J. 54: 972-973, Oct., 1951. 

5487. Prince, G. E.: 


The use of trans- 


parent tape in the treatment of um- 
bilieal hernia in infants, J. Pediat. 39: 
481-482, Oct., 1951. 


Hip, Congenital Dislocation 5488. sern- 
beck, R.: Zur Pathologie der Luxatio 
coxae congenita, Virchows Arch. path. 


Anat. 320: 238-263, No. 3, 1951. 
Hirschsprung’s Disease. See No. 5506. 
Histoplasmosis 5489. Miller, I. R., & Gross- 


man, S.: Benign histoplasmosis in sib- 
lings. Report of cases, J. A. M. A. 147: 


753-755, Oet. 20, 1951. 


See No. 5531. 


Hospital. 

Humidifier. See No. 5372. 

Hyaluronidase 5490. Schwartzman, J.: Hy 
aluronidase. A review of its therapeu- 
tic use in pediatrics, J. Pediat. 39: 
491-502, Oct., 1951. 


Hyperthyroidism 5491. De Bufo, Rosa 
Buceta: Tratamiento del hipertiroidis- 
mo en el nifio, Arch. pediat. Uruguay 
22: 569-584, Aug., 1951. 


Icthyosiform Erythroderma 5492. 
ald, W. C., & Booker, A. P.: Congen- 
ital icthyosiform erythroderma, A re- 
port of two cases in siblings, one com- 
plicated by Kaposi’s  varicelliform 
eruption, Arch. Dermat. & Syph. 64: 
611-619, Nov., 1951. 

Immunization 5493. McGuinness, A. C., et 
al.: Immunization review, Pediatrics 
8: 558-562, Oct., 1951. 


See No. 5587. 


Fitzger- 








6 Current Pediatric References 


Influenza. See No. 5540. 


Intestine, Atresia 5494. Baronofsky, I. D.: 
Primary end-to-end anastomosis for 
congenital atresia of the small bowel, 


Surgery 30: 841-844, Nov., 1951. 


Intestine, Obstruction 5495. Michel, M. L., 
Jr., & Jarrell, M. L.: Acute intestinal 
obstruction in infants and young chil 
dren, Am. Surgeon 17: 1040-1056, Nov., 
1951. 

5496. R.: Intestinal obstrue 
tion produced by failure of intestinal 
rotation. Description of a case, Brit. 
J. Surg. 39: 105-111, Sept., 1951. 

See Nos. 5601, 5523. 

Jaundice, Obstructive 5497. Gerrish, E. W., 
& Cole, : Surgical jaundice in 
infants and children, Arch. Surg., 63: 
529-535, Oect., 1951. 

Kidney. See No. 5592. 

Kidney, Polycystic 5498. 


Spencer, 


Parrott, R. H., et 


al.: Left ventricular hypertrophy in 
infantile polyeystie kidney disease, JJ. 
A. M. A. 147: 648-650, Oet. 13, 1951. 


Kyphosis 5499. Wassmann, K.: Kyphosis 
juvenilis scheuermann—an occupation 
al disorder, Acta orthop. seandinav, 21: 
65-74, No. 1, 1951. 

Laryngotracheitis 5500. Gignoux, M.: In 
dications thérapeutiques dans les laryn 
gites glottiques de l’enfance, J. 
méd. Lyon 761: 853-861, Sept. 20, 1951. 

5501. Wagemann, W.: Zur Frage der 
Tracheotomie bei subglottischer Laryn 


sous 


gitis und Laryngo-tracheo-bronchitis, 
Med. Klin. 31: 841-843, Aug. 3, 1951. 
Leukemia 5502. Mickel, K. C., et al: 


leucemia in childhood, 
442-447, Oct., 1951. 


Treatment of 
J. Pediat. 39: 
See No. 5450. 
Loeffler’s Syndrome 5503. 
Léffer’s Syndrome, Arch. 
407-412, Sept., 1951. 


Scheer, E. H.: 
Pediat. 68: 


Lymphocytosis, Infectious 5504. Waldman, 


S., & Frumin, A. M.: Infectious lym 
phocytosis. A report of two cases 
noted following trauma, J. Pediat. 39: 


455-459, Oct., 1951. 


Lymphogranuloma Venereum 5505. Roth, 
Daniel, & Sechulick, Raymond: Iso- 
lated cervical lymphogranuloma vene- 


reum in a child, Pediatrics 8: 489-493, 
Oct., 1951. 


Malnutrition. 


See No. 53 


‘ 


a 


Meconium Ileus. See No. 5538. 


Megacolon 5506. Swenson, Orvar: Con 
genital megacolon (Hirschsprung’s dis- 
Follow-up on eighty-two pa- 
tients treated surgically, Pediatrics 8: 
542-547, Oect., 1951. 


ease ). 


See No. 5523. 





Meningitis, Influenzal. See No. 5575. 


Meningitis, Pneumococcus 5507. Lepper, M. 
H., & Dowling, H. F.: Treatment of 
phneumococeciec meningitis with penicillin 
compared with penicillin plus aureo- 
mycin, Arch. Int. Med. 88: 489-494, 
Oct., 1951. 


Meningitis, Salmonella 5508. Beene, M. L., 
et al.: Salmonella meningitis, Am. J. 
Dis. Child. 82: 567-573, Nov., 1951. 

5509. Gericke, D., & Liichtrath, H.: Eine 
besondere Form der Meningitis, her- 
vorgerufen durch Salmonella panama, 
Med. Klin, 32: 862-865, Aug. 10, 1951. 


Meningitis, Tuberculous. See No. 5575. 


Beyer, T. E., et al.: 
Laryngoscope 


Meningocele 5510. 
Intranasal meningocele, 
61: 917-920, Sept., 1951. 


Mental Deficiency 5511. Kessler, J. W.: 
Effect of the carotid-jugular-anastomo- 
sis operation upon intelligence, Pedi- 
atries 8: 475-481, Oct., 1951. 

See No. 5400. 


Mesantoin 5512. Witkind, E., & Waid, M. 
E.: Aplasia of the bone marrow dur- 


ing mesantoin therapy, J. A. M. A. 147: 
757-759, Oct, 20, 1951. 
5513. Hunter, H., & Denkins, D.: Oceur- 


rence of skin pigmentation during mes- 
antoin therapy, J. A. M. A. 147: 744- 
748, Oct. 20, 1951. 


Metabolism 5514. Patrick, P. R.: Heights 
and weights of Queensland school chil- 
dren, with particular reference to the 
tropics: a report of an anthropometric 
survey by Queensland school health 
services, M. J. Australia 2: 324-331, 
Sept. 8, 1951. 

5515. Edwards, D. A. W.: Differences 
in the distribution of subcutaneous fat 
with sex and maturity, Clin. Se. 10: 
305-315, Aug., 1951. 

Mongolism 5516. Penrose, L. 8.: Maternal 
age in familial mongolism, J. Ment. Se. 
97: 738-747, Oct., 1951. 


Mononucleosis 5517. Cronk, G. A.: Aureo- 
mycin in infectious mononucleosis: a 
control study, Am. J. M. Se. 222: 413- 
416, Oct., 1951. 

5518. Kimbrough, R. 
mononucleosis or a 
Tennessee M. A. 44: 
1951. 

5519. Peterkin, D. B.: Case reports on 
glandular fever, Edinburgh M. J. 58: 
430-436, Sept., 1951. 


Infectious 
entity? J. 
Oct., 


C., Jr.: 
new 


412-418, 


5520. Christian, P., & Fastje, H. M.: In- 
fektiése Mononukleose und Zentral- 
nervensystem, Deutsch. Arch.  klin. 
Med. 198: 467-473, No. 4, 1951. 














Morquio’s Disease. See No. 5533. 

Muscular Dystrophy 5521. Poirier, R., et 
al.: Infantile spinal progressive mus- 
cular atrophy in twins, Canad, M. A. J. 
65: 342-343, Oct., 1951. 


Myasthenia Gravis 5522. MacKay, R. K.: 
Congenital myasthenia gravis, Arch. 
Dis. Childhood 26: 289-293, Aug., 1951. 


Myelosis. See No. 5450. 


Myenteric Plexus, Agenesis 5523. Forshall, 
I., et al.: Funetional intestinal ob- 
struction in the newborn, Arch. Dis. 
Childhood 26: 294-299, Aug., 1951. 


Myocarditis 5524. Hohenner, K.: Die 
grosse derbe Myokardschwiele, 
Deutsch. Arch, klin. Med. 198: 454-466, 
No. 4, 1951. 


Nephritis 5525. Lange, K., et al.: Changes 
in serum complement during the course 
and treatment of glomerulonephritis, 
Arch. Int. Med. 88: 433-445, Oct., 1951. 

See No. 5444. 


Nephrosclerosis 5526. Clark, Norman §&.: 
Familial renal insufficiency, Arch. Dis. 
Childhood 26: 351-357, Aug., 1951. 


Nephrosis 5527. Ainley, A. B., Jr.: Treat- 


ment of the nephrotic phase of chronic 


glomerulonephritis with ACTH. Re- 
port of two cases, Arch. Pediat. 68: 


431-440, Sept., 1951. 


Neurofibromatosis 5528. Scott, B. E., & 
Cohen, H. J.: Neurofibromatosis in a 
newborn infant, Am. J. Dis. Child. 82: 
574-578, Nov., 1951. 


Newborn 5529. Cook, R. C., & Glasscock, 
R. E.: Refractive and ocular findings 
in the newborn, Am, J. Ophth. 34: 1407- 
1413, Oct., 1951. 


5530. Isbister, C.: A clinical study of 
infections of the newborn occurring in 
a maternity hospital over a six-month 
period, M. J. Australia 2: 386-394, 
Sept. 22, 1951. 

5531. Coventry, K. J.: A bacteriological 
and clinical study of infection in new- 
born babies in a maternity hospital 
nursery, M. J. Australia 2: 394-396, 
Sept. 22, 1951. 


5532. Potts, W. J.: Minor surgical prob- 
lems of the newborn, 8S, Clin. North 
America, pp. 1441-1450, Oct., 1951. 

See Nos. 5433, 5448, 5456, 5528, 5606, 


5586, and 5625. 


Osteochondritis Dissecans 5533. Novotny, 
Hans: Preventive and conservative 


treatment of osteochondrosis dissecans, 
Acta orthop. seandinav. 21: 40-54, No. 
1, 1951. 





Current Pediatric References 





lod 
é 


Osteochondrodystrophy 5534. Feldman, N., 
& Davenport, M. E.: Osteochondrodys- 
trophia deformans (Morquio Brailsford 
disease), Arch. Dis. Childhood 26: 279- 
288, Aug., 1951. 


Osteomyelitis 5535. Lo Presti, J. M.: 
Acute fulminating osteomyelitis. Re- 
port of a case, Clin. Proc. Child. Hosp., 
Washington, D. C. 7: 232-235, Aug., 
1951. 


Pachyonychia Congenita 5536. Jackson, A. 
D. M.: -achyonychia congenita: A 
report of six cases in one family, Ann. 
Eugenics 16: 142-146, Sept., 1951. 


Pancreas, Deficiency 5537. Lowe, C. U., & 
May, C. D.: Selective pancreatic de- 
ficiency, Am. J. Dis. Child. 82: 459-464, 
Oct., 1951. 


Pancreas, Fibrocystic Disease 5538. Levy, 
E.: A case of fibrocystie disease of the 


pancreas with intestinal obstruction, 
Arch. Dis. Childhood 26: 335-339, Aug., 
1951. 

5539. Garrard, 8S. T., et al.: Pseudo- 


monas aeruginosa infection as a com- 
plication of therapy in pancreatic fibro- 
sis (mucoviscidosis), Pediatries 8: 482- 
488, Oct., 1951. 


Penicillin. See Nos. 5507, 5568. 


Pericarditis 5540. Wilkins, R. B., et al.: 
Purulent pericarditis due to Hemo- 
philus influenzae, type B, Am. Heart J. 
42: 749-757, Nov., 1951. 


Pertussis 5541. Wehrle, P. F., & Lepper, M. 
H.: Aureomycin treatment of pertus- 
sis. Results in 137 patients, J. Pediat. 
39: 435-441, Oct., 1951. 

5542. 
ment 
mycin, 
1951. 

5543. De Rudder, G., & Gerhardt, M.: 
Antibiotische Pertussistherapie, Med. 
Klin. 36: 941-942, Sept. 7, 1951. 

5544. sazan, F., et al.: Consideraziones 
sobre cien casos de coqueluche tratados 
con estreptomicina, Semana méd. 58: 
432-439, Sept. 6, 1951. 


Debdas, Nanigopal: The treat- 
of whooping cough with aureo- 
Antiseptic 48: 758-761, Sept., 


Pneumonia 5545. Dowling, H. F., & Lepper, 
M. H.: The effect of antibiotics (peni- 
cillin, aureomycin, and terramycin) on 
the fatality rate and incidence of com- 
plications in pneumococcic pneumonia, 


a comparison with other methods of 
therapy, Am. J. M. Se. 222: 396-403, 
Oct., 1951, 


Poisoning, Boric Acid 5546. Brooke, C., & 
Boggs, Thomas: Boric-Acid Poisoning. 
(Report of a case and review of the lit- 
erature), Am. J. Dis. Child. 82: 465- 
472, Oct., 1951. 





Poliomyelitis 5547. Benjamin, B., & Tay 
The 


lor, I.: “he sex-incidence of polio 
mvelitis, Laneet 2: 689-690, Oct. 13, 
151. 

5548. Goerke, L. S., & Bower, A. G.: 


following tonsillectomy, 
report of Six cases, Ann. West. Med. & 


Surg. 5: 770-772, Sept., 1951. 


5549. Armstrong, 
conditions and the 
Am. J. Pub. 


Sabin, A. B.: Paralvtie 
of poliomyelitis infection in 
the world and in dif 
Pub. 


Poliomyelitis 


Charles: Atmospheric 
spread of polio 
mvelitis, Health 41: 1231 
237, Oct., 


5550. eonse 


55! 
quences 
different parts of 
ferent population groups, Am. J. 
Health 41: 1215-1230, Oet., 1951. 


5551. 


paralytre 


Bodian, D.: Second attacks of 
poliomyelitis in human be 
immunity, virus 


Hvg. 54: 


ings in relation to 
virulence, Am. ./. 


1951. 


types and 
174-190, Sept., 


& Coffin, R.: 
éloigné des enfants 
Nourrisson 


Prematures 5552. Levesque, J., 
Etude sur l’avenis 
nes débiles ou 


39: 133-157, 


prématureés, 
July-Aug., 1951. 
Tavlor, EF. S., et al: 


saturation 


Prematurity 5553. 
Studies of blood oxvgen 
death in 


and causes of premature in 


fants, Am. J. Obst. & Gvynee. 62: 764 
4¢¢, Oct., 1951. 
5554. Steiner, Morris, « Pomeranee, 


Studies on 
fetal 


Wim.: 


fluence of 


prematurity. 4. In 


maturity in weight 


lag period, Pediatries 8: 513-517, O6ct., 
51. 
5555. Fortier, de la Broquerie: Le r 


rime alimentaire du premature, Laval 


med, 16: S67-S90, sept., 1951. 


Pseudoparalysis 5556. Hennies, Otto-Lo 


thar: Ueber das Vorkommen von nicht 
syphilitiseher Pseudoparalyse, Arch. 
Kinderh, 142: 211-214, No. 4, 1951. 


7 Baumgartner, Leona: 
child health 


Psychiatry 5557. 
Psychiatry and the 
ices, Am. J. 
Oct., 1951, 


sery 


> 


5558. Kanner, Leo.: Emotional and eul 
tural impacts on contemporary mother 
hood, J. Child Psvehiat. 2: 168-175, 
Sect. 2, 1951. 

Psychiatry, Behavior 5559. Gesell, Arnold: 


Developmental diagnosis of infant be 
Med. 10: 


havior, Postgrad. 
Oct., 1951. 


Puberty, Precocious. See No. 5612. 
Purpura. See No. 5422. 


5413. 


see No. 


Pyelitis. 
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Orthopsychiat. 21: 693-706, 


289.904 





Harold 


F.: Hypertrophic pyloric stenosis, Min 


Pyloric Stenosis 5560: Flanagan, 
nesota Med. 34: 1951. 
5561. McKeown, T., et al.: Size of 
tumour in infantile pylorie stenosis re- 
lated to age at operation, Lancet 2: 

556-558, Sept. 29, 1951. 


957-969, Oct., 


Retrolental Fibroplasia 5562. Newman, M. 
l..: Retrolental fibroplasia, Illinois M. 
J. 100: 245-248, Oct., 1951. 


MeGovern, J. P., 
The etiologie re- 


rheumatie 


Rheumatic Fever 5563. 
& Lo Presti, J. M.: 
lationship of chorea and 
fever, Clin. Proce. Child. Hosp., Wash 
ington, D. C. 7: 221-231, Aug., 1951. 

Griffith, G. C., & Sheinkopf, J. A.: 

Diagnosis and differential diagnosis of 

rheumatic fever, Ann. West. Med. & 

Surg. 5: 773-777, Sept., 1951. 
riggs, J. N., & Doxiadis, S. A.: 

2-T interval in rheumatie fever, 

Arch. Dis, Childhood 26: 311-314, Aug., 

1951. 

5566. 


vrams tin 


electroecardio 
fever, Arch. Dis. 
Aug., 1951. 
Effect of 
(ACTH) on 
fever, 
Oect., 


Gans, B.: Serial 
rheumatie 
Childhood 26: 315-319, 
5567. Barnes, A. R., et al: 
cortisone and corticotropin 
phase of rheumatic 
Child. 82: 397-425, 


the acute 
Am. .-F. Dis. 


1951. 


Scarlet Fever 5568. Strider, J., & Erbig, 
H.: Kritisches zu Methoden der Prii 
fung penicillinbehandlung des 
Scharlachs im Kindesalter, Arch. 
Kinderh. 142: 191-206, No. 4, 1951. 

Scheuermann’s Disease. See No. 5499. 

Keliy, J. J., & Farrell, 

adjunet in 

with 


cavernous sinus thrombosis and menin- 
Pediat. 39: 486-490, Oct., 1951. 


einer 


Septicemia 5569. 
Kk. J.: Carinamide as an 
Staphylococcus albus septicemia 


gitis, J. 


Sex 5570. Colm, Hanna: Children’s sex 


ual preoecupation as a reaction to diffi- 


eult family relationships and the par- 
ents’ anxieties about sex: four cases, 
J. Child Psyehiat. 2: 205-220, Seet. 2, 
1951. 


Keizer, D. P. R.: 
levoeardia, Am, J. 
1951. 


Situs Inversus 5571. 
Situs inversus with 
Dis. Child. 82: 456-458, Oct., 

See No. 5481. 


See No. 5366. 


Skin Grafts. 


Spleen, Rupture 5572. Gershon-Cohen, J., 
et al.: Rupture of the spleen: roent 


gen diagnosis, Radiology 57: 521-527, 
Oct., 1951. 


Edwards, H. C.: The 
consequences of splenec- 
601-606, Oct. 6, 1951. 


Splenectomy 5573. 
practice and 
tomy, Lancet 2: 

















Strabismus 5574. Gibson, G. G.: Surgical 
principles of concomitant convergent 
strabismus, Am. J. Ophth. 34: 1431-1437, 
Oct., 1951. 


Streptomycin 5575. McKay, R. James, et 
al.: Reactions to intrathecal strepto- 
mycin, J. A. M. A. 147: 818-821, Oct. 


27, 1951. 


5576. Waksman, 8S. A.: Streptomycin 
isolation, properties, and utilization, J. 


Hist. Med. & Allied Se. 6: 318-347, 
Summer, 1951. 
See Nos. 5465, 5467, 5544, 5604. Also 
see Antibiotics. 
Subdural Hematoma 5577. Fine, W., 


Herson, R. N.: Acute subdural haema- 
toma in infancy and childhood, Brit. 

M. J. 4733: 714-715, Sept. 22, 1951. 
Syphilis 5578. Porter, W. L.: The diag- 
nosis of congenital syphilis, Delaware 

State M. J. 23: 268-269, Sept., 1951. 
5579. Fiumara, N. J.: Congenital syph- 
ilis in Massachusetts, New England J. 


Med. 245: 634-639, Oct. 25, 1951. 
5580. Nunziata, B.: Indagini e con- 

siderazioni sull’impiego dei vari anti- 

geni (lipoideo e treponemico) nella 


deviazione del complemento per la di- 
agnosi sierologica della lue congenita, 
Pediatria 59: 540-548, No. 7-8, 1951. 


Tachycardia, Paroxysmal 5581. Etteldorf, 
J. N., et al: A case of paroxysmal 
tachycardia, J. Tennessee M. A, 44: 425- 
428, Oct., 1951. 


Techniques 5582. Hytten, F. E., & Cherry, 
R. B.: Method of obtaining anaerobic 
arterial blood from infants, 
Pediatrics 8: 1951. 


samples 
518-521, Oct., 


See No. 5413. 


Teeth 5583. Losch, Paul K.: Dental de- 
eay and its control, New England J. 
Med. 245: 690-693, Nov. 1, 1951. 

5584. Russell, A. L., & Elvove, E.: Do- 


mestic water and dental caries. 4. A 
study of the fluoride-dental caries re- 
lationship in an adult population, Pub. 


Health Rep. 66: 1389-1401, Oct. 26, 
1951. 
5585. Fanning, R. J.: Incidence of 


dental earies among school children in 
Hawaii, Hawaii M. J. 11: 22-24, Sept.- 
Oct., 1951. 


Tetanus 


448-454, 


Friedlander, F. C.: 
Pediat. 39: 


Tetanus 5586. 
neonatorum, J. 
Oct., 1951. 


5587. Ramon, G.: La vaccination con- 


tre le tétanos au moyen de 1|’anatoxine 
tétanizue et les 
Presse 
1951. 


associés, 
Sept. 29, 


vaccinations 
1257-1260, 


59: 


méd. 
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5588. Beck, W.: Neues zur Wundstarr- 
krampfverhiitung, Med. Klin. 33: 883- 
885, Aug. 17, 1951. 


Thiamine 5589. Waisman, H. A., et al.: 
Blood level of thiamine in normal chil- 
dren, Am. J. Dis. Child. 82: 555-560, 
Nov., 1951. 


Thromboarteritis 5590. Rosenblatt, Philip: 
Thromboarteritis in a nine-month-old 
infant, Brooklyn Hosp. J. 9: 182-183, 
Oct., 1951. 


Thrombopathy, Constitutional 5591. Peco- 
rella, F., & Pulejo, S.: Un nuovo caso 
di trombocitopatie constituzionale 
ereditaria tipo Willebrand-Jiirgens, 
Pediatria 59: 549-564, No. 7-8, 1951. 


Thrombosis, Renal Vein 5592. Parry, E. 
W.: Unilateral renal vein thrombosis 
treated by nephrectomy and _ post-op- 
erative heparin, Arch. Dis. Childhood 
26: 358-361, Aug., 1951. 


Thumb-Sucking 5593. Sillman, J. H.: 
Thumb-sucking and the oral structures 
(a serial study from birth to 14 years 
of age), J. Pediat. 39: 424-430, Oct., 
1951. 


Tibia, Curvature 5594. Rabinowitz, M. S.: 
Congenital curvature of the tibia, Bull. 
Hosp. Joint Dis. 12: 63-74, April, 1951. 


Tinea Capitis 5595. Edelson, E., et al.: 
Evaluation of a new drug for topical 
therapy of tinea capitis, Arch. Dermat. 
& Syph. 64: 444-448, Oct., 1951. 


Tonsils 5596. Adin, L. E., 
J. D.: Tonsils and 
Otolaryng. 54: 428-445, 


Jr., & Singleton, 
adenoids, Arch. 
Oct., 1951. 


Toxoplasmosis 5597. Weyers, Helmut: Be- 
merkungen zur Klinik, *athologie, 
Serologie und Therapie der konnatalen 
Toxoplasmose, Arch, Kinderh, 142: 161- 
190, No. 4, 1951. 


Tracheotomy 5598. Kelley, 8S. F.: Emer- 
gency tracheotomy in post-traumatic 
respiratory obstruction, Plast. & Recon- 
strue. Surg. 8: Oct., 1951. 


Tracheoesophageal Fistula 5599. Dey, 
David L.: Congenital tracheo-oesopha- 
geal fistula with ectopic anus, M. J. 
Australia 2: 296, Sept. 1, 1951. 


275-277, 


Transfusion 5600. Smith, 
Eliott, John: Red 
sion transfusions, J. 
740, Oct. 20, 1951. 


Donald W., & 
blood cell suspen- 


A. M, A. 147: 737- 


Trichobezoar 5601. Smoller, Saul, et al.: 
Trichobezoar as cause of intestinal ob- 
struction in a_ two-and-a-half-year-old 
child, Am. J. Dis. Child. 82: 439-441, 
Oct., 1951. 
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Tricocephalus Trichiurus 5602. Jung, R. C., 
& Beaver, P. C.: Clinical observations 
on Trichocephalus trichiurus (whip 

children, Pedi 


worm infestation in 
atries 8: 548-557, Oct., 1951. 
Tuberculosis 5603. Lincoln, E. M.: The 


value of follow-up studies of children 
with primary Am. Rev. 
Tubere. 64: 1951. 

5604, Harold, J. T.: Spread of infec 
tion by streptomycin resistant tubercle 
bacilli, Lancet 2: 658-659, Oct., 13, 1951. 

5605. Anderson, H. W., & Platou, R. V.: 
Middlebrook-Dubos hemagglutination 

Pediatrics 8: 498-505, Oct., 


tuberculosis, 
499-507, Nov., 


reaction, 
1951, 


Tuberculosis, B.C.G. 5606. Gaisford, W., & 
Griffiths, M.: B.C.G. vaecination in 
the newborn, Brit. M. J, 4733: 702-705, 


Sept. 22, 1951. 


Tumor, Adrenal 5607. Hubble, D.: Phaeo 
chromocytomata in children, Arch. Dis. 


Childhood 26: 340-350, Aug., 1951. 
5608: Garrett, R. A.: Adrenal cortical 


Urol. 66: 


earcinoma in children, J. 
477-485, Oct., 1951. 

5609. Walters, Waltman: Lesions of the 
adrenal glands and pancreas, Postgrad. 
Med. 10: 295-303, Oct., 1951. 


Tumor, Bladder 5610. Riches, E. W.: \ 


ease of cavernous haemangioma of the 


bladder, Brit. J. Urol. 23: 204-208, 
Sept., 1951. 

Tumor, Brain 5611. Bunts, A. T.: Brain 
tumor in infaney, Cleveland Clin. 


Quart. 18: 246-250, Oct., 1951. 


5612. Richter, R. B.: True hamartoma 
f the hypothalamus associated with 
pubertas praecox, J. Neuropath. & Ex 
per. Neurol. 10: 368-383, Oct., 1951. 

5613. Fisher, E. R., et al.: Intracranial 
ependymoma, Cleveland Clin. Quart. 18: 
260-269, Oet., 1951, 

5614. Smoller, Saul, & 

Adenoma of 

nine year-old child, Am. 

592, Nov., 1951. 


Tumor, Bronchus 


Maynard, A.: De L.: 
bronchus in a 
J. Dis, 


Child. 82: 587 





Roberts, E. G. G., & 
Sarcoma of the heart 


Dis. Chiidhood 26: 


Tumor, Heart 5615. 
Seal, R. M. E.: 
in a child, Arch. 
308-310, Aug., 1951. 


Tumor, Kidney 5616. Gaulin, E.: 
taneous Wilms’ tumors in 
twins, J. Urol. 66: 547-550, Oct., 


Simul- 
identical 
1951. 


Tumor, Larynx 5617. MHolinger, P. H., et 
al.: Papilloma of the larynx, Proc. 
Inst. Med. Chicago 18: 368-369, Oct. 15, 
1951. 


Tumor, Ovary 5618. Narat, J. K., et al.: 
Torsion of dysgerminoma of the ovary 
in a child, Surgery 30: 859-861, Nov., 
1951. 


Tumor, Sacrococcygeal 5619. LeGolvan, P. 
C., & Ernst, K. F.: Sacrococcygeal 
teratoma, U. S. Armed Forces M. J, 2: 
1557-1561, Oct., 1951. 

5620. Roberts, K. D.: A case 
genital sacrococeygeal teratoma, 
J. Surg. 39: 179-180, Sept., 1951. 

5621. Ravitch, M. M., & Smith, E. L: 
Sacrococcygeal teratoma in infants and 
children, Surgery 30: 7 Oct., 
1951. 

Typhoid 5622. Schwartz, A. R.: Typhoid 
fever in children, Pennsylvania M. J. 
54: 970-971, Oct., 1951. 


Ureteral Stenosis 5623. O’Conor, V. J., & 


of con 
Brit. 


2° 7e6 
33-762, 


Sokol, J. K.: Vesicovaginal fistula 
from the standpoint of the urologist, 
J. Urol. 66: 579-585, Oct., 1951. 


Caronia, Giuseppe: 


Virus Diseases 5624. 


Virus filtrabili e malattie esantemat- 
iche, Pediatria 59: 469-478, No. 7-8, 
1951. 


Schwartzman, J., et al.: 
early admin- 
solutions to 


Pediat. 68: 


Vitamins 5625. 
Clinical observations on 
istration of polyvitamin 
newborn infants, Arch. 
417-419, Sept., 1951. 

See No. 5589. 


Willebrand-Jiirgens Disease. See No. 5591. 


Wilson’s Disease. See No. 5484. 

Xanthoma 5626. Crocker, A. C.: Skin 
xanthomas in childhood, Pediatrics 8: 
573-597, Oct., 1951. 
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From the Department of Pediatrics, Marquette University, School of Medicine, 


Milwaukee, 


Accidents 5627. Wheatley, G. M.: Accident 
prevention and the general practitioner, 
Postgrad. Med. 10: 442-445, Nov., 1951. 


See No. 5865. 
Acetonemia 5628. Bernheim, M., et al.: 
Formes encéphalitiques mortelles des 


vomissements avee acétonémie, Pediatrie 
40: 803-814, No. 6, 1951. 


Acne 5629. 
rhoeic 
Brit. 


Mitchell-Heggs, G. B.: Sebor 
dermatitis and acne vulgaris, 
M. J. 2: 1079-1082, Nov. 3, 1951. 


Acrodynia 5630. Zellweger, H., & Wehrli, 
S.: Der Quecksilbernachweis im Urin 
und seine Bedeutung fiir die Diagnose 
der Akrodynie, Helvet. paediat. acta 6: 
397-405, Nov., 1951. 

ACTH. See Nos. 5783, 5827, and 5829. 

Addison’s Disease 5631. Russell, A., & Pot- 
ter, C. T.: Addison’s disease in child- 
hood, Proc. Roy. Soe. Med. 44: 957-960, 
Nov., 1951. 


Adrenal 5632. Moeri, E.: Les surrénales 
chez le foetus, le nouveau-né, le nour 
risson et l’enfant, Acta endocrinol. 8: 
259-311, No. 3, 1951. 


Adrenal Hyperplasia 5633. Harris, C. F., & 
Seowen, FE. F.: Foetal adrenal hyper- 
plasia, Arch. Dis. Childhood 26: 423- 
435, Oct., 1951. 


Adrenogenital Syndrome 5634. Bierich, J. 
R.: Ueber das adrenogenitale Syndrom 
im Kindesalter, Ann. paediat. 177: 241 
276, Oct., 1951. 


Albers-Schénberg Disease. See Osteopetro 


sis. 
Allergy 5635. Ross, D.: Emotional factors 
in allergy, M. J. Australia 2: 553-556, 


Oct. 27, 1951. 
Emotional 


5636. Prior, H. J.: 
allergy, M. J. Australia 2: 55€ 
27, 1951. 


factors in 
3-559, Oct. 


Wis. 
Amino Acids 5637. Strider, J., et al.: 
Studien iiber das Verhalten  freier 


Aminosiuren im kindlichen Organismus, 
Ann. paediat. 177: 304-318, Nov., 1951. 


Anemia, Hemolytic 5638. Stransky, E.: A 
peculiar familial hemolytic anemia in 
the tropics. Its differential diagnosis 
from thalassemia, Acta haemat. 6: 193- 
207, Oct., 1951. 


Anemia, Hypochromic 5639. Bernard, J., 
et al.: Notes ecliniques sur 1|’anémie 
hypochrome du petit enfant, Semaine 
hop. Paris 27: 2994-2999, Oct. 14, 1951. 


Anemia, 
et al.: 
petit 
2985-2994, Oct. 14, 


Hypoplastic 5640. Bernard, .., 

Les Anémies hypoplastiques du 
enfant, Semaine hdép. Paris 27: 
1951. 


Anemia, Mediterranean 5641. Smith, ©. H., 
& Morgenthau, J. E.: Cholelithiasis in 
severe Mediterranean (Cooley’s) ane- 
mia, Blood 6: 1147-1151, Nov., 1951. 


5642. Baker, S. J.. & O'Neill, J. J.: 
Cooley’s anemia: a review and presen 
tation of an affected family, M. J. 
Australia 2: 527-531, Oct. 20, 1951. 


5643. Cazal, P.: Essai sur la pathogénie 
des anémies méditerranéennes: role 
fondamental de la ‘‘ platyschizocytose.’’ 
Leur place parmi les anémies hémoly 
tiques constitutionnelles, Sang 22: 619- 
634, No. 8, 1951. 

See No. 5638. 


Anemia, Sickle-Cell 5644. Campbell, J. H., 
& Summins, 8. C.: Priapism in sickle 
cell anemia, J. Urol. 66: 697-703, Nov., 
1951. 


Anomalies 5645. Giroud, A., & Lefebvres, 
J.: Anomales provoquees chez le foetus 
en l’absence d’acide folique, Arch, frang. 
pédiat. 8: 648-656, No. 6, 1951. 

See No. 5721. 








12 Current Pediatric References 


Anomalies, Branchial Cleft 5646. Byars, 
L. T., & Anderson, R.: Anomalies of 
the first branchial cleft, Surg., Gynee. 
& Obst. 93: 755 758, Dee., 1951. 

Anomalies, Face 5647. Essenberg, J. M., & 
Goldenberg, M.: \ rare facial mal 
formation of a human fetus, Chicago 
Med. School Quart. 13: 14-16, Oct., 1951. 


Keizer, D. P. R.: 
(type Brails 


Anomalies, Fingers 5648. 
A case of brachydactyly 


ford), Brit. J. Radiol. 24: 632-634, Nov.., 
1951. 
Anomalies, Foot 5649. MHirschtick, A. B.: 


Bone & 
1951. 


An anamalous tarsal bone, JJ. 
Joint Surg. 33A: 907-910, Oet., 


Anomalies, Genitourinary 5650. Nesbit, R. 
M., et al.: Diagnosis and treatment of 
congenital urethral Michigan 
M. Soe. 50: 1244-1247, 1951. 


valves, J. 


Nov., 


Anomalies, Nasopharynx 5651. Medovy, H., 
& Beckman, I. H.: Asphyxial attacks 
in the newborn infant due to congenital 

posterior nares, 


Nov., 1951. 


oeclusion of the 
Pediatries 8: 678-683, 

5652. Longacre, J. J.: Congenital atresia 
of the oropharynx, Plast. & Reconstruct. 
Surg. 8: 341-348, Nov., 1951. 


Anomalies, Palate 5653. Cuthbert, J.: 
Transposed flaps in cleft palate repair, 


Brit. J. Plast. Surg. 4: 185-187, O¢ct., 
1O51. 
Anomalies, Skeletal 5654. © ’Rahilly, R.: 


Morphological patterns in limb deficien 
cies and duplications, Am. J. Anat. 89: 


135-193, Sept., 1951. 


Antibiotics 5655. 
derson, T. G.: 


Spaulding, E. H., & An 
Selection of antimicro 


bial agents by laboratory means, J. A. 
M. A. 147: 1336-1340, Dee. 1, 1951. 
5656. Gocke, T. M., & Finland, M.: Cross 


Effect of re 
peated exposure of aureo 
mycin, terramycin, chloramphenicol or 
resistance to all of 
these and to streptomycin 
and penicillin, J. Lab. & Clin. Med. 38: 
719-735. Nov.. 1951. 


Benedek, T.: 


resistance to antibioties, 
bacteria to 


neomycin on the 
antibioties 


Dermatological use 
antibioties: indications, contraindi 
eations, effects, with special con 
sideration of their biotropic effect, Acta 
dermat.-venereol, 31: Supp. 25, 1951. 


5657. 
if 


5658. Mamou, H., & 
Maladie de Marfan et 
Scheuermann, Semaine hdp. 


1951. 


Arachnodactyly 
Herault, P.: 
maladie de 


Paris 27: 3071-3075, Oct. 22, 


5659. D’oelsnitz, A., & Gioanni, Th.: A 


propos d’un cas de dolichosténomélie, 
Arch. 
1951 


franc. 631-633, No. 6, 


péediat. 8: 





Backhouse, T. 


C., & Bearup, 
Sydney children 
and its relation to the urban back vard, 
M. J. Australia 2: 595-596, Nov. 3, 1951. 


Ascariasis 5660. 
A. J.: Aseariasis in 


Asphyxia. See No. 5651. 

Ataxia, Cerebellar 5661. Michaux, L., et 
al.: Ataxie cérébelleuse acquise chron 
ique précédée de troubles graves du 
earactére ayant nécessité une topec- 
tomie, Arch, frane. pédiat. 8: 611-614, 
No. 6, 1951. 


Aureomycin. See No. 5792. 
B.M.R. 5662. Iliff, A., et al.: Interpreta- 
tion of the basal metabolic rate of chil 


dren of unusual body build, Pediatrics 
8: 616-627, Nov., 1951. 


Bile Duct, Atresia 5663. Ahrens, E. H., Jr., 
et al.: Atresia of the intrahepatic bile 
ducts, Pediatrics 8: 628-647, Nov., 1951, 


Bonnevie-Ulrich Syndrome. 


eolli. 


See Pterygium 


Breast Feeding 5664. Watson, E. H.: 
Breast feeding of normal infants, GP 
4: 53-58, Nov., 1951. 


5665. Wilson, J. G.: Random reflections 
on a human milk bank, Arch. Dis. Child- 
hood 26: 452-456, Oct., 1951. 


Bronchiectasis 5666. Lees, A. W.: Upper 
lobe bronchiectasis, Brit. J. Tubere. 45: 
177-181, Ocet., 1951. 


Burns 5667. Brown, .J. 
Treatment of burns, J. 
48: 973-981, Dee., 1951. 


Celiac Disease 5668. Sheldon, W., & Mac 
mahon, A.: Studies in coeliac disease: 
glucose absorption, Arch. Dis. Childhood 
26: 446-451, Oct., 1951. 


Cerebral Palsy 5669. 
Cerebral palsy, New England J. 
245: 728-735, Nov. 8, 1951. 

5670. Denhoff, E., 
Part 2, New England J. 
777, Nov. 15, 1951. 

5671. Collis, W. R. F., & O’Donnell, M.: 
Cerebral palsy, Arch. Dis. Childhood 26: 
387-398, Oct., 1951. 

5672. Obholzer, A.: Synkineses in neuro 
muscular re-education in infantile cere- 
bral hemiplegia, South African M. J. 
25: 741-744, Oct. 15, 1951. 


Child Health 5673. Housden, L. G.: Child 
health in a developing community, 
Lancet 2: 831-834, Nov. 3, 1951. 


Chloromycetin 5674. Larkin, V. de P.: 
Chloromycetin palmitate. Its use in 
pediatrics, Proc. Soc. Exper. Biol. & 
Med. 78: 191-193, Oct., 1951. 


See Nos. 5797, 5832, and 5864. 


B., & Fryer, M. P.: 
Missouri M. A. 


Denhoff, E., et al: 
Med. 


et al.: Cerebral Palsy. 


Med, 245: 770 
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Cholelithiasis. See No. 5641. 


Chondroectodermal Dysplasia 5675. Gatto, 


I.: Ellis-van Creveld-syndrom, Helvet. 
paediat. acta 6: 437-442, Nov., 1951. 


Circumcision 5676. Hovsepian, D.: The 
pros and cons of routine circumcision, 
California Med. 75: 359-361, Nov., 1951. 


Colic 5677. Prévét, R., & Lassrich, M. A.: 
Zur frage der ‘‘Nabelkoliken,’’ Ann. 
paediat. 177: 231-240, Oct., 1951. 


Colitis, Ulcerative 5678. Rail, G. A.: Two 
eases of ulcerative colitis treated with 
vitamin B,,, Lancet 2: 816-817, Nov. 3, 
1951. 


Convulsions 5679. Paterson, D.: Convulsions 
(ineluding epilepsy) in childhood, Arch. 
Dis. Childhood 26: 441-445, Oet., 1951. 


Coxsackie Virus. See Nos. 5798 and 5806. 


Craniosynostosis 5680. Imerslund, O.: 
Craniosynostosis and vitamin D resis- 
tant rickets, Acta paedit. 40: 449-456, 
Sept., 1951. 


Cyst, Lung 5681. Ingelrans, P., et al.: Pneu- 
mopathie bulleuse au cours d’une 
ostéomyélite, Arch. frang. pédiat. 8: 
661-666, No. 6, 1951. 

Cyst, Urachus 5682. Tauber, J., & Bloom, 
B.: Infected urachal cysts, J. Urol. 66: 
692-696, Nov. 1951. 

Cyst, Ureter 5683. Campbell, M.: Uretero- 
cele. A study of 94 instances in 80 
infants and children, Surg., Gynec. & 
Obst. 93: 705-718, Dee., 1951. 


Cystine Disease 5684. Drablgs, A.: The de 
Toni-Fanconi syndrome with cystinosis, 
Acta paediat. 40: 438-449, Sept., 1951. 


Deafness. See No. 5831. 
Death, Sudden 5685. Swinseow, D.: So 


ealled accidental mechanical suffoca- 
tion of infants, Brit. M. J. 2: 1004-1007, 
Oct. 27, 1951. 


Dermatitis (Oidium Albicans) 5686. Mayer, 
J. B., et al.: Eine Epidemie von Soor 
mykose der Kérperhaut unter dem 
Bilde der Erythrodermia desquamativa 
(Leiner), Ann. paediat. 177: 213-224, 
Oct., 1951. 

Dermatitis, Seborrheic. See No. 5629. 

Dermatomyositis 5687. Sheard, Chas., Jr.: 
Dermatomyositis, Arch. Int. Med. 88: 
640-658, Nov., 1951. 

Diabetes 5688. V. Harnack, G. A.: Das 
‘*burning feet’’ Syndrom als Compli- 
kation des juvenilen Diabetes, Ann. 
paediat. 177: 224-231, Oct., 1951. 

Diarrhea, Epidemic. See No. 5713. 

Diphtheria 5689. Hausmann, E.: Das Mor- 

gagni-Adams-Stokessche Syndrom bei 

der Diptherie, Ann. paediat. 177: 294 

303, Nov., 1951. 
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Duodenal Atresia 5690. Schinenberg, H.: 
Zur Kasuistik der angeborenen Duo- 
denalstenosen, Arch. Kinderh. 143: 41- 
49, No. 1, 1951. 


Dwarfism, Pituitary 5691. Greene, J. A.: 
Pituitary dwarfism, J. A. M. A. 147: 
1096-1099, Nov. 17, 1951. 


Dyschondroplasia 5692. Heckman, J. A.: 
Ollier’s disease, Arch. Surg. 63: 861- 
865, Dee., 1951. 


Ears 5693. Gonzalez-Ulloa, M.: An easy 

method to correct prominent ears, Brit. 
J. Plast. Surg. 4: 207-209, Oct., 1951. 

5694. Ragneil, A.: A new method of 
shaping deformed ears, Brit. J. Plast. 
Surg. 4: 202-206, Oct., 1951. 

5695. Jayes, P. H., & Dale, R. H.: The 
treatment of prominent ears, Brit. J. 
Plast. Surg. 4: 193-201, Oct., 1951. 


Ellis-van Creveld Syndrom. See Chondro- 
ectodermal dysplasia. 


Encephalitis 5696. Afzelius-Alm, L.: Asep- 
tic (nonbacterial) encephalomeningi- 
tides in Gothenburg 1932-1950, Acta 
med, scandinav. supp. 263, 96 pp. 


Encephalitis, Mumps 5697. Morf, H., & 
Holliinder, L.: Ein Fall von Mumps- 
meningoencephalitis ohne Parotitis mit 
Beriicksichtigung der Mumpskomple- 
mentbindungs-reaktion, Helvet. paediat. 
acta 6: 428-436, Nov., 1951. 


Encephalography 5698. Michaux, L., et al.: 
Syndrome’ adiposo-génital  transitoire 
apparu dans les suites d’une encéphalo- 
graphie gazeuse, Arch. frang. pédiat. 8: 
659-661, No. 6, 1951. 


Endocarditis, Bacterial 5699. Pike, R. M., 
et al.: Isolation of Mima Polymorpha 
from a patient with subacute bacterial 
endocarditis, Am. J. Clin. Path. 21: 
1094-1096, Nov. 1951. 


Eosinophil 5700. MacFarlane, J. C. W., & 
Cecil, G. W.: Eosinophil counting: a 
modification of Pilot’s method, Brit. 
M. J. 2: 1187-1189, Nov. 17, 1951. 


Epilepsy 5701. Carter, S.: Use of anticon 
vulsant drugs, GP 4: 41-46, Nov., 1951. 
5702. Ives, E. R.: Comparison of efficacy 
of various drugs in treatment of epi- 
lepsy, J. A. M. A. 147: 1332-1335, Dee. 
1, 1951. 
See No. 5679. 


Epiphyseal Injuries 5703. Shulman, B. H., 
et al.: Epiphyseal injuries in breech 
delivery, Pediatrics 8: 693-700, Nov., 
1951. 


Epistaxis 5704. Penha, G. H.: Nasopharyn- 
geal fibroma treated by unusual meas- 
ures, Arch. Otolaryng. 54: 547-549, 
Nov., 1951. 
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Erythroblastosis 5705. Rosenfield, R. E., et 
al.: Weakly reacting Rh positive (D") 
bloods, Blood 6: 1123-1134, Nov., 1951. 


5706. Doerner, A. A., et al.: Effect of 
cortisone on sensitized Rh-negative 
pregnant women and an erythroblastotic 
infant, J. A. M. A. 147: 1099-1101, Nov. 
17, 1951. 


Esophagus, Atresia 5707. Sulamaa, M.: 
Prognosis and treatment of congenital 
atresia of the esophagus, Acta chir. 
secandinayv. 102: 141-157, No. 2, 1951. 


5708. Févre, Béraud, Duhamel, et al.: 
Atrésie de l’oesophage, Arch. france. 
pédiat. 8: 615-626, No. 6, 1951. 


5709. Sandblom, Philip-Lund: 6. Die 
chirurgische Behandlung der Oesopha 
gusatresie, Langenbecks Arch. u. Dtsch. 


Z. chir. 270: 86-94, 1951. 


5710. Quist-Hanssen, Sv.: Corrosive in 
juries of the oesophagus evaluation and 
treatment, Acta oto-laryng. supp. 95, pp. 


272-290. 
Fanconi Syndrome. See Cystine Disease. 
Fat Necrosis. See No. 5833. 
Fibrous Dysplasia. See No. 5815. 


Foreign Body—Respiratory 5711. Kugel 
mass, I, N.: Dislodging foreign bodies, 
inspired or swallowed by children, with 
aminophylline, J. A. M. A. 147: 1240 
only, Nov. 24, 1951. 


Gastroenteritis 5712. Worfel, M. T., & 
Ferguson, W. W.: A new Klebsiella 
type (capsular type 15) isolated from 
feces and urine, Am. J. Clin. Path, 21: 
1097-1100, Nov., 1951. 


5713. Cathie, I. A. B., & MacFarlane, 
J. C. W.: Ineidenee of Bact. coli O 
group 111 (one hundred and eleven) in 
sporadic infantile gastro-enteritis, Brit. 
M. J. 2: 1002-1004, Oet. 27, 1951. 


5714. Hallman, N., et al.: Plasma eal 
cium and influencing factors in severe 
infantile gastroenteritis, Ann. med, int. 


Fenniae 40: 1-27, No. 1, 1951. 


Gaucher’s Disease 5715. Stransky, E., & 
Conchu, T. L.: Heredity in the infan 
tile type of Gaucher's disease, Ann. 
paediat. 177: 319-324, Nov., 1951. 


Growth 5716. Gunvald, G.: The nature and 
changes of the body schema of girls 
age 10 and 11 years old with special 
reference to age, body type, and height, 
Gen. Pract. Clin. 164: 558-565, Oct., 
1951. 

Heart Disease, Congenital 5717. Gibson, 


S.: Congenital heart disease in children, 
Postgrad. -Med. 10: 388-393, Nov., 1951. 


5718. Symposium—College of physicians 
and surgeons, New York: Congenital 
heart disease, Arch. Surg. 63: 866-882, 
Dee., 1951. 


5719. Berthrong, M., & Sabiston, D. C., 
Jr.: Cerebral lesions in congenital 
heart disease. A review of autopsies on 
162 cases, Bull. Johns Hopkins Hosp. 
89: 384-401, Nov., 1951, 


5720. Brinton, W. D.: Haematological 
changes in cases of congenital cyanotic 
heart disease which have been sub- 
mitted to operations designed to im 
prove the circulation to the lungs- 
Part 2, Guy’s Hosp. Rep. 100: 185-209, 
No. 3, 1951, 


5721. Halonen, P. L, et al.: Constitu 
tional changes in patients with coarcta 
tion of the aorta, Cardiologia 18: 333- 
338, No. 6, 1951. 


5722. Fuenmayor, A. M., & Espino-Vela, 
J.: Estenosis congenita de la valvula 
mitral y coartaction aortiea, Arch. Inst. 
eardiol. México 21: 391-403, No. 3, 1951. 


5723. Ekstrém, G., & Sandblom, P.: 
Double aortie arch, Acta chir. sean 
dinav. 102: 183-202, No. 3, 1951. 


5724. Williams, R. R., et al.: Anomalous 
eardiae blood vessel communicating 
with the right ventricle, Arch. Path. 
52: 480-487, Nov., 1951. 


5725. Clay, R. C., et al.: Changes in 
blood volume following operation for 
pulmonie stenosis: Studies with Evans 
blue and radioactive phosphorus, Bull. 
Johns Hopkins Hosp. 89: 377-383, Nov., 
1951. 


5726. Abrahams, D. G., & Wood, P.: Pul 
monary stenosis with normal aortic 
root, Brit. Heart J. 13: 519-548, Oct., 
1951. 


5727. Novelo, S8., et al: Atresia pul- 
monar y estenosis tricuspidea sin com 
municacion interventricular, Arch. Inst. 
eardiol, México 21: 325-338, No. 3, 1951. 


5728. Blackett, R. B., et al.: Congenital 
pulmonary valvular stenosis, M. J 
Australia 2: 517-527, Oet. 20, 1951. 


5729. Sandblom, P., & Ekstrém, G.: 
Surgical treatment of wide patent due 
tus arteriosus, Acta chir. seandinav. 
102: 167-182, No. 3, 1951. 


5730. Clyde, W. A., & Donald, C. J.: 
Patent ductus arteriosus, J. M. A. 
Alabama 21: 129-134, Nov., 1951. 


5731. Janker, R., & Hallerbach, H.: Die 
rontgenikinematographische Darstellung 
der Tricuspidalatresie, Fortschr. Geb. 
Réntgenstrahlen 75: 393-406, Oct., 1951. 




















lans 5732. Sinclair, J. G., & Powell, Wm.: 

‘ital Tubular heart and truncus arteriosus 

882, in an infant, Texas Rep. Biol. & Med. 
9: 811-814, Winter, 1951. 

c. 5733. Novelo, S., et al.: Transposicion 

ital completa de los grandes varos estudio 

; on de 5 easos, Arch. Inst. cardiol. México 

sp. 21: 277-324, No. 3, 1951. 

Hemangioma 5734. Scholte, P.J.L.: Apereu 
ical due traitement des angiomes dans la 
tic clinique radiothérapeutique de |’hépital 
ub- universitaire de leyde de janvier 1946 
im jusqu’en Mai 1949 (308 cas), Acta 
s- radiol, 36: 241-252, Sept., 1951. 

9, 

Hemangioma, Face & Meninges 5735. Me- 

Mahon, R. J.: Sturge-Weber disease as 
itu an otolaryngological problem, Arch. 

pe Otolaryng. 54: 542-546, Nov., 1951. 

Hematoma, Extradural 5736. Brodin, H.: 
~~ Extradural hematomas. A _ survey of 
mig cases covering a 20-year period with 
ula special reference to diagnosis, Acta 
st. chir. scandinav. 102: 99-109, No. 2, 
ot. 1951. 
>. 

“en Hemiplegia 5737. D’Oelsnitz, A., al.: 
Hémiplégie cérébrale chez un nourrisson 
de 18 mois par méningo-encéphalite 

Jus syphilitique, Arch. frang. pédiat. 8: 634- 

ng 635, No. 6, 1951. 

th. 

Hernia, Diaphragmatic 5738. Saltzstein, 
H., et al.: Subcostosternal (Morgagni) 

in diaphragmatic hernia, Arch. Surg. 63: 

or 750-765, Dee., 1951. 

i. 5739. Duhamel, B., & Sauvegrain, J.: 

ee Diagnostic radiologique et traitement 

” chirurgical des hernies par 1l’hiatus 
oesaphagien ches le nourrisson, Arch. 

1] frang. pédiat. 8: 603-610, No. 6, 1951. 

: Herpes Simplex 5740: Quilligan, J. J., Jr., 

= & Wilson, J. L.: Fatal herpex simplex 
infection in a newborn infant, J. Lab. 

3. & Clin. Med. 38: 742-746, Nov., 1951. 

1 See No. 5696. 

. Hydrarthrosis 5741. Roederer, ©., et al.: 

, Hydrarthrose bilatérale chronique des 

il genoux avee faux diagnostic de Reck 

I. linghausen, Arch. frang. pédiat. 8: 670- 
672, No. 6, 1951. 

Hydrocephalus 5742. Sauer, L.: Die Queck- 
silberschmierkur bei und nach zere- 
bralen Erkrankungen im Kindesalter, 
Arch. Kinderh. 143: 15-27, No. 1, 1951. 

Hypertension 5743. Aronson, N., al.: 
: Paroxysmal hypertension simulating 
pheochromocytoma, Pediatrics 8: 664- 

671, Nov., 1951. 

’ 5744. Frischknecht, Maligne Hyper- 

~ tension im Kind 5 ie bei einseitiger 

X Nierenerkrankung, Helvet. paediat. acta 

. 6: 414-427, Nov., 1951. 








Current Pediatric 


15 





References 
Hypoprothrombinemia 5745. Debré R., et 
al.: Allongement due temps de_ pro- 
thrombine en rapport avee un déficit en 
accélérine, Arch. frang. pédiat. 8: 657- 
659, No. 6, 1951. 


Immunization 5746. Drefus, J. R.: Zur 
Diptherie-tetanus und Pockenimpfung im 


Kindesalter, Sehweiz. med. Wehnschr. 
81: 1124-1126, No. 46, 1951. 


Intestine, Atresia 5747. Rocher, H. L.: 
Atrésies segmentaires de _ 1’intestin 
gréle et microcolon, Pediatrie 40: 818- 
821, No. 6, 1951. 


Intestine, Duplication 5748. Barrett, J. ©.: 
Congenital oe of the small in- 
testine, Brit, M. J. 2: 889-891, Oct. 13, 


1951. 
Intestine, Obstruction 5749. Safran, N., & 
Greenberg, A. M.: Congenital obstrue- 


tion of the transverse colon, Radiology 
57: 738-740, Nov., 1951. 


See Nos. 5690 and 5793. 


Kidney 5750. 
Nierenpathologie, 
409-430, Sept., 1951. 
See Nos, 5744, 5781, and 5782. 


Beitrage zur 
paediat. 40: 


Fanconi, G.: 
Acta 


Kidney, Trauma 5751. 
Renal trauma: a 


J. Urol. 66: 


Hodges, C. 
study of 


V., et al.: 
7 
627-637, Nov., 195 


1 cases, 
ie 


Laryngeal Obstruction 5752. Barani, J. C.: 
La obstruecion laringea en el nifo, 
Arch. pediat. Uruguay 22: 677-684, 
Sept., 1951. 


Leukemia 5753. Furth, J.: Recent Studies 
on the etiology and nature of leukemia, 
Blood 6: 964-975, Nov., 1951. 


5754. Dausset, J., and Schwarzman, V.: 
Influence of age and sex upon fre- 
quency and cytologic types of human 
leukemias. Evidence of a_ myeloid: 
lymphoid antagonism, Blood 6: 976-989, 
Nov., 1951. 

5755. Wilson, 8S. J.: 
effect of various folie 
on acute leukemia, Blood 6: 
Nov., 1951. 


Observations on the 
acid antagonists 
1002-1012, 


Bernhard, W. 
Blood 


Leukemia, Congenital 5756. 
G., et al.: Congenital leukemia, 
6: 990-1001, Nov., 1951. 


Lung. See No. 5681. 


Lung, X-ray 5757. Herzog, H., & Wissler, 
H.: Die réntgenologische Darstellung 
des Lungenhilus in Uebersichtsauf- 
nahme, Tomogramm und _ Stereobild, 


Helvet. paediat. acta 6: 406-413, Nov., 
1951. 

Lymphocytic choriomeningitis. See No. 
5696. 














16 Current Pediatric References 


Mastoiditis 5758. Black, J. I. M.: Peni 
cillin treatment of acute mastoiditis in 
children, Brit. J. 2: 1191-1193, Nov. 17, 
1951. 


McCune-Albright Syndrome. See Sexual 
Precocity. 


Mediastinal Emphysema 5759. Wiedmann, 
H. R.: Fortschr. Geb. Réntgenstrahlen 
75: 491 only, Oct., 1951. 


Meningitis, Aseptic. See No. 5696. 


Meningitis, Colon Bacillus 5760. Ebsworth, 
J. S., & Leys, D. G.: Reeovery of a 
newborn child from Bact. coli menin 
gitis, Lancet 2: 914-915, Nov. 17, 1951. 


5761. Beyer, P., et al.: La méningite a 
colibacilles du nourrisson. A propos de 
deux cas traités avee sueceés par la 
streptomycine et l’auréomycine, Pedi- 


atrie 40: 825-829, No. 6, 1951. 


Meningitis, Mumps 5762. Pulver, W.: 
Beitrag zur serologischen Diagnose der 
Mumps-meningitis (-encephalitis, -mye 
litis), Helvet. med, acta 18: 417-421, 
No. 4/5, 1951. 


Meningitis, Pneumococcus 5763. D’Oelsntiz, 
\., et al.: Forme prolongée de ménin 
gite 4 pneumocoques avec hydrocéphalie 
par lésions de la convexité, résultats 
spectaculaires de l’intervention, Arch. 
franc. pédiat. 8: 628-631, No. 6, 1951. 


Meningitis, Tuberculous 5764. Cairns, Sir 
Hugh: Neurosurgical methods in the 
treatment of tuberculous meningitis, 
Arch. Dis. Childhood 26: 373-386, Oct., 
1951. 


5765. Calnan, W. L.: Tuberculous men 
ingitis, Some experiences based on the 
treatment of 140 eases, Brit. J. Tuberc. 
45: 153-164, Oct., 1951. 


5766. Lassen, H. C. A., & Neukirch, F.: 
On streptomycin therapy in tuberculous 
meningitis and in miliary tuberculosis, 
Acta med. scandinav. 141: 110-124, No. 
: 1951. 


5767. Rayvbaud, A.: L’association strep 
tomycine-antigéne méthylique dans le 
traitement de la tubereculose méningée 
de l’enfant, Pediatrie 40: 831-842, No. 
6, 1951. 

5768. Béguin, M. H.: L’Application de 
PAS par voi lombaire au cours du trait 
ment combiné de la méningite tubercu- 
leuse, Ann. paediat, 177: 277-293, Nov., 
1951. 


Mercury. See No. 5742. 
Mesenteric Adenitis 5769. Arnulf, G., et al.: 


Symposium-réunion lvyonnaise de pédi 
atrie, Pediatrie 40: 869-882, No. 6, 1951. 








Minerals 5770. Money, G. L.: The role of 
cobalt and copper in nutrition, Guy’s 
Hosp. Gaz, 65: 397-408, Nov. 3, 1951. 


Mortality 5771. Craig, J.: Mortality in 
young children in the city of Aberdeen 
during the fifty years 1900-1949, Arch. 
Dis. Childhood 26: 399-410, Oct., 1951. 


5772. Vara, P., & Vehniiinen, K.: Pre- 
maturity and newborn mortality in the 
different types of toxaemia, Acta obst. 
et gynec. seandinav. 31: 30-36, supp. 4. 


Mumps 5773. Habel, K.: Vaccination of 
human beings against mumps: vaccine 
administered at the start of an epi 
demic. 1) Incidence and severity of 
mumps in vaccinated and _ control 
groups. 2) Effect of vaccination upon 
the epidemic, Am. J. Hyg. 54: 295-318, 
Nov., 1951. 


See No. 5696. 


Muscular Dystrophy 5774. Bruny, 8. J. R., 
& Frankel, A. L.: Pseudohypertrophic 
muscular dystrophy: a case report, Ann. 
Int. Med. 35: 1149-1157, Nov., 1951. 


5775. Levison, H.: Dystrophia mus 
culorum progressiva, Acta psychiat. et 
neurol., supp. 76, 176 pp. 


5776. Luban, B.: Neurale Muskelatro- 
phie und _ hypertrophische Neuritis, 
Schweiz. Arch. Neurol. u. Psychiat. 68: 
34-63, No. 1, 1951. 


Myasthenia Gravis 5777. Wyllie, W. G., 
et al.: Myasthenia gravis in children, 
Arch. Dis. Childhood 26: 457-466, Oct., 
1951. 


Myocarditis 5778. Bengtsson, E., et al.: 
Acute non-specific myocarditis in sear- 
let fever and acute haemolytic tonsilli- 
tis, Cardiologia 18: 360-374, No. 6, 1951. 


5779. Frischknecht, W.: Elektrokardio- 
gramm-Verinderungen im Kindesalter 
ohne Mvyokarderkrankung, Helvet. 
paediat. acta 6: 443-454, Nov., 1951. 


Myositis Ossificans. See No. 5810. 


Myxedema 5780. Heuyer, G., et al.: Myxo 
edéme congénital demeuré sans traite 
ment opothérapique et soulevant un 
probléme étiologique difficile, Arch. 
frane. pédiat. 8: 639-642, No. 6, 1951. 


Nares, Atresia. See No. 5651. 


Nephrocalcinosis 5781. Hutchison, J. H., & 
MaeDonald, A, M.: Chronie acidosis 
in infants due to renal tubular defi 
ciency: Its association with metastatic 
calcification, Acta paediat. 40: 371-400, 
Sept., 1951. 


Nephrosis 5782. Jonsson, B.: Lower ne 
phrone nephrosis in asphyxia neona 
torum, Acta paediat. 40: 401-408, Sept., 

1951. 








of , . . 

a corticotropin (ACTH) on children with 
the .nephrotic syndrome, J. 
147: 1101-1106, Nov. 17, 1951. 

iI 

= Neutropenia, Recurrent, 5784. Moncrieff, 


h. A.: Recurrent neutropenia, Arch. Dis. 
Childhood 26: 438-440, Oct., 1951. 


B- Newborn. See Nos. 5651, 5703, 5713, 5740, 
ie 5772, 5782, 5833, 5840, 5841. 


Nutrition. See No. 5770. 
f Ollier’s Disease. See Dyschondroplasia. 
Osteochondritis. See No. 5658. 


| Osteogenesis Imperfecta 5785. Wright, P. 
B., et al.: Therapeutic acceleration of 
bone age in osteogenesis imperfecta, 
J. Bone & Joint Surg. 33A: 939-946, 
Oet., 1951. 


Osteomyelitis 5786. Garsche, R.: Ueber die 
postpunktionelle Osteomyelitis des Siugl- 
ings, Schweiz. med, Wehnschr, 81: 1131- 
1133, Nov., 1951. 

See No. 5681. 


Osteopetrosis 5787. Cohen, J.: Osteopetro- 
sis. Case report, autopsy findings, and 
pathological interpretation: failure of 
treatment with vitamin A, J. Bone & 
Joint Surg. 338A: 923-938, Oct., 1951. 


5788. Cady et Grange: Un cas d’ostéo- 
pétrose d’Albers-Schonberg chez un en- 
fant de 8 ans, Arch. frang. pédiat. 8: 
636-638, No. 6, 1951. 


Otitis Media 5789. David, W. E.: Some 
observations on the treatment of otitis 
externa and otitis media, M. J. Aus- 
tralia 2: 427-434, Sept. 29, 1951. 


Palsy, Radial Nerve. See No. 5833. 


Pancreas, Cystic Fibrosis 5790. Ayers, W. 
B., et al.: Splanchnicectomy for pan 
creatie fibrosis. (Analysis of results in 
24 patients), Pediatrics 8: 657-663, Nov., 
1951. 


5791. Kessler, W. R., & Anderson, D. H.: 
Heat prostration in fibrocystic disease 
of the pancreas and other conditions, 
Pediatrics 8: 648-656, Nov., 1951. 


5793. Rogers, J. D., et al.: Intestinal ob- 
struction associated with fibrocystic 
disease of the pancreas, Minnesota Med. 
34: 1075-1081, Nov., 1951. 


Parotitis 5794. Debré, R., & Loewe-Lyon, 
S.: Parotidites infectieuses  récidi- 
vantes de l’enfant, Arch. frang. pédiat. 
8: 581-586, No, 6, 1951. 


P. A. S. 5795. Komrower, M.: A case of 
myxoedema Pe a ly phe nl p-amino- 
salicylic acid therapy, Brit. M. J. 2: 
1193-1194, Nov. 17, 1951. 








Current Pediatric References 17 


5783. Rapoport, M., et al: Effect of 





- 


Periarteritis Nodosa 5796. Ritama, V., & 
Lahdensuu, S.: Periarteritis nodosa in 
children, Ann, med. int. Fenniae 40: 
35-62, No. 1, 1951. 


Pertussis 5797. LaForte, A., et al.: Ré- 
sultats du traitement de 74 cas de co- 
queluche par le chloramphénicol seul ou 
associé un antihistaminique de syn- 
thése, Semaine H6ép. Paris 27: 3422- 
3430, Nov. 22, 1951. 


Pharyngitis, Vesicular 5798. David, J. K., 
Jr., et al.: Vesicular pharyngitis. Its 
relationship to the Coxsackie group of 
viruses, Pediatrics 8: 672-677, Nov., 
1951. 


Pleurisy, Purulent 5799. Gauchy, A.: A 
propos du traitement chirurgical des 
pleurésies purulentes aigiies de 1’enfant, 
Arch. frang. pédiat. 8: 642-468, No. 6, 
1951. 


5800. Giraud, P., et al.: La streptokinase 
et la streptodornase dans le traitement 
des pleurésies purulentes de 1|’enfant, 
Pediatrie 40: 795-801, No. 6, 1951. 


Pneumonia, Atypical 5801. Robertson, P. 
W., & Morle, K. D. F.: An Explana 
tion of the ‘‘Primary Atypical Pneu 
monia’’ syndrome, Brit. M. J. 2: 994- 
998, Oct. 27, 1951. 


Pneumonia, Staphylococcal 5802. DePape, 
A. J., & McEwen, D. 8.: Staphylococcal 
pneumonia . pyoderma in infaney, 


Canad, M. A. J. 65: 439-447, Nov., 1951. 


Poisoning, Dilantin 5803. Tichner, J. B., & 
Enselberg, CC. D.: Suicidal dilantin 
(sodium diphenylhydantoin) poisoning, 
New England J. Med. 245: 723-725, 
Nov. 8, 1951. 


Poliomyelitis, 5804. Paul, J. R.: Recent 
trends in poliomyelitis research, Am. 
J. Med, 11: 577-580, Nov., 1951. 


5805. Melnick, J. L., & Ledinko, N.: So- 
cial serology: antibody levels in a nor 
mal young population during an epi 
demic of poliomyelitis, Am, J. Hyg. 
54: 354-382, Nov., 1951. 


5806. Melnick, J. L., et al.: An epidemic 
of paralytic poliomyelitis characterized 
by dual infections with poliomyelitis 
and Coxsackie viruses, J. Exper. Med. 
94: 471-492, Dee. 1, 1951. 

5807. Faneoni, G.: Die differentialdiag 
nose der aparalytischen Poliomyelitis, 
Schweiz. med. Wehnschr. 81: 1070-1075, 
Nov. 3, 1951. 

5808. Coffee, A. T., & Paul, W. D.: See- 
ond attacks of acute anterior polio 
myelitis, Neurology 1: 461-470, Nov. 
Dec., 1951. 
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5809. Schlesinger, KE. B.: Neurological 
changes in anterior poliomyelitis and 
their implications in treatment, Arch. 
Neurol. & Psychiat. 66: 600-605, Nov., 
1951. 

5810. Hess, W. E.: Myositis ossificans 
occurring in poliomyelitis, Arch. Neurol. 
& Psvehiat. 66: 606-609, Nov., 1951. 

5811. Jacobson, G., et al.: Pulmonary 


complications of acute bulbar poliomye 


litis, Radiology 57: 629-641, Nov., 1951. 


5812. Reubi, F., & Bornstein, G.: 1’Blee 
trocardiogramme au cours de la polio 
mvélite aigué, Cardiologie 18: 321-352, 


No. 6, 1951, 

5813. Von Muralt, R. H.: Knochen- und 
Gelenkveriinderungen bei der Polio 
mvelitis, Schweiz, med. Wehnschr. 81: 
1029-1035, Oet. 20, 1951. 

5814. Irwin, C. E., & Eyler, D. L.: Surgi- 
eal rehabilitation of the hand and fore 


poliomyelitis, J. Bone 
825-835, Ocet., 1951. 


arm disabled by 
& Joint Surg. 33A: 
Polyostotic Fibrous Dysplasia 5815. Hoboek, 


A.: Polyostotic fibrous dysplasia of 


bone, Acta radiol. 36: 145-154, Aug., 
1951. 

Prematures 5816. Menchaca, F. J.: Bio 
statistics in the evaluation of prema 
ture services, Am. J. Pub. Health 41: 
IS88-1389, Nov., 1951. 

5817. Ellis, R. W. B.: Assessment of 


birth weight, crown 


prematurity by 
head circumference, 


length, and 


rump 
Arch, Dis. Childhood 26: 411-422, Oct., 
151. 

5818. Lelong, M.: Définition, critéres et 


fréquence de la prématurité, Semaine 
Hop. Paris 27: 2937-2976, Oct., 10, 1951. 
5819. Peretz, A., & Polishuk, Z.: 
terone in the treatment of prematurity, 


Testos 


Acta med. orient. 10: 205-208, Aug. 
Sept., 1951. 
5820. Lengsfeld, W.: Der Wirkstoff 


und seine Wirkung auf 
Friihgeburten, Arch. 
No. 1, 1951. 


Bx (vitamin T 
Dystrophiker und 
143: 1-14, 


Kinderh, 


Priapism. See No, 5644. 
Psychiatry 5821. Newell, H. W.: Prinei 
ples and practices used in child psychi 


atrie elinies, Ment. Hyg. 35: 571-580, 
Oct., 1951. 
5822. Launay, Clément: Nécessité des 


pour le 
Semaine 


psychologiques 


No. 66, 


connaissances 
pédiatre, Supplement 


hop. Paris 83: 883-890, Nov. 10, 1951. 
Pterygium Colli 5823. Launay, C.: Un 
nouveau cas de pterygium colli, Arch. 


frang. pédiat. 8: 626-628, No. 6, 1951. 


Pyelonephritis. See No. 5744. 

Respiratory Diseases 5824. Hodges, R. G.: 
Epidemiology of upper respiratory tract 
diseases, J. A. M, A. 147: 1335-1336 
Dee. 1, 1951. 


Reticuloendotheliosis 5825. 
Jr., & Kennedy, Roger, L. J.: 
endotheliosis of children: 


Childs, D. S., 
Reticulo- 
treatment 


with roentgen rays, Radiology 57: 653- 
660, Nov., 1951. 
5826. Hodgson, J. R.: Reticulo-endothe- 


liosis, Radiology 57: 642-652, Nov., 1951. 
Rheumatic Disease 5827. Dorfman, A.., 
et al.: Effect of adrenocorticotrophic 
hormone on rheumatic fever, Pediatries 


8: 603-615, Nov., 1951. 
5828. Hill, A. G. S.: C-reactive protein 
in the ehronie rheumatic diseases, 


Lancet 2: 807-811, Nov. 3, 1951. 

Rheumatic Fever 5829. Ziegra, S. R., & 
Kuttner, A. G.: Reappearance of ab- 
normal laboratory findings in rheumatic 
patients following withdrawal of ACTH 
or cortisone (with special reference to 


the C-reactive protein), Am. J. M. Se. 
222: 516-522, Nov., 1951. 
5830. Arnso, E., et al.: Follow-up study 


of patients with rheumatic fever, with 
special reference to chronie cardiae and 
articular disease, Acta med. scandinav. 
141: 77-88, No, 2, 1951. 


Rickets. 
Rubella 5831. Ivstam, B.: Rubella and 


deaf-mutism in Sweden, Acta oto-laryng. 
39: 380-387, Oct., 1951. 


See No. 5680. 


Salmonella Infection 5832. Marie, J., et al.: 
La septicémie a salmonella typhimurium 
une deuxiéme épidémie de créche action 


de la chloromycétine, Arch. frane. 
pédiat. 8: 587-602, No. 6, 1951. 

Scarlet Fever. See No. 5778. 

Sclerema 5833. Lightwood, R.: Radial 
nerve palsy associated with loealized 
subcutaneous fat necrosis in the new 
born, Arch. Dis. Childhood 26: 436-437, 
Oect., 1951. 


Sepsis, Staphylococcus 5834, Kircher, W.: 

Ueber einen Fall von Staphylokokken 
unter dem Bilde der ‘‘ Eeto- 
dermose ¢rosive pluriorificielle’’ (Fies- 
singer-Rendu), Arch. Kinderh. 143: 49- 
54, No, 1, 1951. 


sepsis 


Sexual Precocity 5835. Pray, L. G.: Sex- 
ual precocity in females. Report of 
two cases, with arrest of precocity in 
the McCune-Albright syndrome after re 
moval of a cystic ovary, Pediatries 8: 
684-692, Nov., 1951. 

See No. 5845. 














Spasmophilia 5836. Girardet, P., & Zell 
weger, H.: Etude critique des “preuves 
biologiques de diagnostic de états spas- 
mophiles de l’enfant. 2. l’hypocaleémie 
provoquée, Helvet. paediat, acta 6: 455- 
458, Nov., 1951. 


5837. Girardet, P., & Zellweger, H.: 
Etude critique des épreuves biologiques 
de diagnostic des états spasmophiles de 
l’enfant. 3. Epreuve de résistance A 
l*hypercaleémie provoquée, Helvet. 
paediat. acta 6: 459-463, Nov., 1951. 


Spherocytosis Hereditary 5838. Young, 
L. E., et al.: Hereditary spherocytosis. 
z. Ubservations on the role of the 
spleen, Blood 6: 1099-1113, Nov., 1951. 


Sporotrichosis 5839. Weiner, M. A.: Sporo- 
trichosis. Report of a case in greater 
metropolitan Washington, M, Ann. Dis- 


trict of Columbia 20: 606-608, Nov., 
1951. 
Streptokinase. See No. 5800. 


Sturge-Weber Disease. See Hemangioma. 

Sulfonamides 5840. Von Friesen, B.: Dis- 
tribution of sulfonamides in the repro- 
ductive organs of the female. Trans- 
mission of sulphonamides to foetal 
blood, amniotic fluid and breast milk, 
Acta obst. et gynec. seandinav, 31: 75 
82, supp. 3. 


5841. Von Friesen, B.: Has sulponam- 
ide administered to the mother during 
pregnancy and lactation any harmful 
effect upon the foetus and the suckling 
infant? Acta obst, et gynec. scandinav. 
31: 83-87, supp. 3. 

Syphilis 5842. James, T.: Congenital 

syphilis in one of twins, Brit. J. Dermat. 
63: 390-398, Nov., 1951, 


5843. Maver, J. B., & Herkenhoff, H. F.: 
Die Behandlung der Lues bei Mutter 
und Kind und deren Ergebnisse, Ann. 
paediat. 177: 194-212, Oect., 1951. 


Teeth 5844. 
and oral health 
M. A. 48: 966-970, 


Bigler, J. A.: 
in children, J. 
Dec., 1951. 


The physician 
Missouri 


Testicle 5845. 
testis. S. 
in the differential 

Pediatrics 8: 


Sobel, E. H., et al.: The 
testicular biopsies 
diagnosis of preco 
701-716, 


Use of 


cious puberty, 
Nov., 1951. 
Testosterone. See No. 5819. 


Dietrich, H. F.: 
A, 147: 


Tetanus Neonatorum 5846. 
Tetanus 
1038-1040, 


neonatorum, J. A, M. 
Nov. 10, 1951. 
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Thyroid 5847. Johnston, M. W., et al: 
The effect of prolonged administration 
of thyroid, Ann, Int. Med. 35: 1008 
1022, Nov., 195). 
See No, 5662. 


Tics 5848. Nylander, L.: 
protracted sleep in the 
dificult ties, Ztsehr. 
18: 167-173, Oct., 1951, 


Application of 
treatment of 
Kinderpsychiat. 


Tonsillitis, See No. 5778. 


Tonsils 5849. Leivers, E.: Adenotonsillee 


tomy. Indications and application of 
surgical techniques, California Med. 75: 
351-353, Nov., 1951. 


Toxicosis 5850. Kerpel-Fronius, E., et al.: 
Die Beziehungen zwischen Kreislauf- 


verlangsamung, Sauerstoffmangel und 
Intoxikation im Siiuglingsalter, Helvet. 


paediat. acta 6: 377-396, Nov., 1951. 


Toxoplasmosis 5851. Fisher, O. D.: Toxo 
plasma infection in English children, 
Lancet 2: 904-906, Nov. 17, 1951. 


Tuberculosis 5852. Scadding, J. G.: 
Chemotherapy of Pulmonary 
losis, Post Grad. M. J. 27: 
Nov., 1951. 


The 
Tubereu 
549-558, 


5853. Adcock, J., et al.: The Middle- 
brook hemagglutination test for tuber- 
culosis, J. Lab. & Clin. Med. 38: 736- 
741, Nov., 1951. 


5854. Young, R. M., & Leonard, W. A., 
Jr.:  Clinieal evaluation of the Mid 
dlebrook-Dubos hemagglutination test, 
Am, J. Clin. Path. 21: 1045-1050, Nov., 
1951, 


5855, Cammock, R. M., & Miller, F. J. W. 
Trend of mortality in childhood with 
special reference to tuberculosis on 
Tyneside, Lancet 2: 764-766, Oct. 27, 


1951. 


Tuberculosis, Spine 5856. Roederer, C.: 
Cas de maux de Pott méconnus chez 
l’enfant, Arch. frang. pédiat. 8: 672 
674, No. 6, 1951. 


Tumors 5857. Hergarten, H., 
L.: Das Melanoblastom und _ seine 
Therapie mit eigenen Erfahrungen in 
der Nahbestrahlungsmethode, Fortschr. 
Geb, Réntgenstrahlen 75: 559-576, Nov., 


& Hergarten, 


1951, 

5858. Hoch, A.: Geschwiilste des Kinde 
salters. Ziiricher Beobachtungen an 
Hand von 223 kindlichen und jugend 


lichen Tumorfiillen, 
108, No. 2, 1951. 


Oncologia 4: 94 
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Tumor, Bone 5859. Valls, J., et al.: Epi 
physeal chondroblastoma of bone, J. 
gone & Joint Surg. 338A: 997-1009, Oect., 


1951, 
5860. Cade, S.: Sarcoma of Bone, Ann. 
Roy. Coll. Surgeons England 9: 211-223, 


Oct., 1951. 

Tumor, Brain 5861. Bourrat, L., & Kohler, 
C.: Tumeur de la région mésocéphalique 
chez l’enfant ayant évolué par étapes: 

instabilité psychomotrice, syn 

eérébello-strié, hypertension in 
terminale, J. méd. Lyon 

1951. 


grande 
drome 
tra-crainienne 
32: 981-984, Nov. 5, 


Tumor, Breast 5862. Duany, N. P., & 
Ramirez, ©, G.: Cancer de la mama en 
los nifios, Arch. cubanos cancerol. 10: 
36-58, Nos. 1-2-3, 1951. 


Tumor, Liver 5863. Steinicke, Nielsen O.: 
Primary hemangio-endotheliosarcoma in 
the liver of children, Acta paediat. 40: 
$31-438, Sept., 1951. 


Tumor, Nasopharynx. See No. 5704. 
Typhoid 5864. Hagendorff, E. Zur Chloro 


mycetin-(chloramphenicol) Behandlung 
des Typhus und Paratyphus im Kinde 


salter, Arch, Kinderh. 143: 27-36, No. 
1, 1951. 
Ulcer, Duodenal 5865. Bulger, J. J., et al.: 


uleer 


147: 


duodenal following 


1134-1135, 


Perforated 


snakebite, J. A. M. A, 
Nov. 17, 


1951. 





Ulcer, Gastric 5866, 


Morgan, R. H.: 
tic uleer in children, Am, J. M. Se. 


Pep 
222: 


590-600, Nov., 1951. 


Urinary Tract, Diverticula 5867. Abeshouse, 


B. S.: Diverticula of the anterior ure 
thra in the male: a report of four 
eases and a review of the literature, 


Urol. & Rev. 55: 


1951. 


Cutan, 690-706, Nov.. 


Urinary Tract, Infections 5868. Helmholz, 
H. F.: ‘Treatment of urinary infec 
tions in children, Med. 10: 
446-448, Nov., 1951. 


Postgrad. 


Vaccination 5869. Illingworth, R. S.: Vae 
ecination, Lancet 2: 737, Oct. 20, 1951. 


Vaginitis 5870. 
stein, D.: 
122, Nov., 


Weinstein, B. B., & Wein 
Mississippi Doctor 29: 117- 
1951. 


Vitamins 5871, Szmanski, B. B., & Long- 
well, B. B.: Plasma vitamin A and 
carotene determinations in a group of 


normal children, J. Nutrition 45: 431 
442, Nov. 10, 1951. 
See Nos. 5678 and 5820. 
Vomiting, Cyclic. See No. 5628. 
Waterhouse-Friderichsen Syndrome 5872. 
Kahn, A. J., & Butler, R. M.: A case 


of Waterhouse-Friderichsen syndrome 
due to Hemophilus influenzae, J. In- 
diana M. A. 44: 1098-1100, Nov., 1951. 
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Acardius Amorphus. See No. 5889. 
Accidents. See No. 5925. 
ACTH 5873. Bakke, J. L.: Outline of un 


desirable effects of ACTH and corti- 
sone, Northwest Med. 50: 930-933, Dee., 


1951. 


5874. Barba, Wm. P. 2nd, & Cravioto- 
Munoz: ACTH and cortisone in pedi- 
atric practice, J. Pediat. 39: 750-775, 


Dec., 1951. 
See Nos. 5881, 5969, and 6081. 


Adolescent 5875. Higgins, J. W., & 
Schwartz, B.: Cardiac symptoms in 
the adolescent—a _ psychiatric view- 
point, Ohio State M. J. 47: 1129-1132, 
Dec., 1951. 


Adrenal 5876. Bongiovanni, A. M.: Physi- 
ology of the adrenal cortex in infancy 
and childhood, Am, J. M. Se. 222: 710- 


720, Dee., 1951. 
Adrenal Hyperfunction. See No. 5994. 


Adrenogenital Syndrome 5877. Shepard, T. 
H. 2nd, & Clausen, S. W.: Case of 
adrenogenital syndrome with hyperten- 
sion treated with cortisone, Pediatrics 
8: 805-813, Dee., 1951. 


Agranulocytosis 5878. Sauerbrei, H-U.: 
Saulfonamid-Agranulocytose im Siug 
lingsalter, Ztschr. Kinderh. 70: 205-212, 
No. 2, 1951. 


Allergy 5879. Ratner, B., et al.: Allergic 
dermal-respiratory syndrome in chil 
dren, Am. J. Dis. Child. 82: 666-676, 
Dee., 1951. 

5880. Carr, E. A., Jr.: Allergy to drugs, 
New England J. Med. 245: 935-940, Dee. 
13, 1951. 

Amyloidosis. See No. 5898. 

Anemia, Hemolytic 5881. Meyer, J. F.: 
Idiopathic acquired hemolytic anemia 
in an infant, Am. J. Dis. Child. 82: 
721-725, Dee., 1951. 

5882. Allibone, E. C., & Collins, D. H.: 
Symptomatic haemolytic anemia asso 
ciated with ovarian teratoma in a 
child, J. Clin. Path. 4: 412-420, Nov., 


1951, 
Anemia, Macrocytic 5883. Welch, A. D., & 
Heinle, R. W.: Hematopoietic agents 


in macrocytic anemias, Pharmacol. Rev. 


3: 345-411, Dee., 1951. 


Anemia, Mediterranean 5884. Portier, A., 
et al.: Les syndromes hématologiques 
méditerranéens (thalassemia). Chez 
l’indigéne musulman algérin, Ann, Med. 
52: 608-644, No. 6, 1951. 


Anemia, Prematurity. See No. 6074. 


Anemia, Sickle-Cell 5885. Margolies, M. P.: 
Sickle cell anemia. A composite study 
and survey, Medicine 30: 357-443, Dec., 
1951, 

5886. Kaplan, E., et al.: A new inherited 
abnormality of hemoglobin and its in 
teraction with sickle cell hemoglobin, 
Blood 6: 1240-1259, Dee., 1951. 

5887. Rogers, G. W.: Sickle cell anemia 
an hematologic challenge, Mississippi 
Doctor 29: 193-196, Jan., 1952. 


Anesthesia 5888. Small, G. A.: Brachial 
plexus block anesthesia in children, J. 
A. M. A, 147: 1648-1651, Dee. 22, 1951. 


Anomalies, Monster 5889. Ross, J. W. R.: 
An acardius amorphus in a triplet preg 
naney, J. Obst. & Gynaec. Brit. Emp. 
58: 835-838, Oct., 1951. 

5890. Perlmutter, B., et al.: tude ana 
tomo-radiologique d’un monstre double, 
J. radiol. et éleetrol. 32: 795-798, No. 
9-10, 1951, 


Anomalies, Urinary Tract 5891. James 
Theo: Aplasia of the male prepuce with 
evidence of hereditary transmission, J. 
Anat. 85: 370-372, Oct., 1951. 


Anoxia 5892. Honkonen, K., & Tuuteri, L.: 
Effect of anoxia on the Gastrie hydro 
chlorie acid-secretion of infants under 
six months, Ann. med. int. Fenniae 40: 
226-235, No. 3, 1951. 


Antibiotics 5893. Jawetz, E., et al.: Anti 
hiotie synergism and antagonism, New 
England J. Med. 245: 966-968, Dee. 20, 
1951. 


Aphasia 5894. Van Gelder, D. W., et al.: 
Congenital and infantile aphasia. Re 
view of literature and report of case, 
New Orleans M. & S. J. 104: 241-246, 
Dee., 1951. 


Appendicitis 5895. Jewers, J. M. E.: Four 
cases of appendicitis in one family in 
a week, Lancet 2: 1163-1164, Dee. 22, 
1951. 








5896. Packard, G. B., 
H.: Acute appendicitis in children. A 
five-year analysis of cases at the chil 
drens hospital, Denver, J. Pediat. 39: 


708-714, Dee., 1951. 


Arachnodactyly 5897. Marvel, R. J., & 
Genovese, P. D.: Cardiovaseular dis 
ease in Marfan’s svndrome, Am. Heart 
J. 42: 814-825, Dee., 1951. 


Arthritis, Chronic 5898. Armstrong, J. R.: 
\ fatal case of Still’s disease compli 
cated by amyloidosis, Brit. M. J. 2: 
1261, Nov. 24, 1951. 

Asthma 5899. Seyval, M. S., et al.: Bron 
ehial Physiologic procedures 
in the management of the patient with 
bronchial asthma and emphysema, Ann. 
Allergy 9: 782-793, Nov.-Dee., 1951. 

5900. Rasche, Fr.: 


gen der 


asthma, 


Ueber die Beziehun 


spastischen Bronchitis zum 


Asthma bronchiale im  Kindesalter, 
Ztschr. Kinderh. 70: 136-141, No. 2, 
51. 

5901. Mai, Hermann: Einiges iiber Friih 


Asthma, Arch. Kinderh. 143: 

2, 1951, 

Bacitracin. See No. 5018. 

Bilirubin 5902. Kiinzer, W.: Quantitative 
bestimmung von Bilirubin im Siuglings 
stuhl, Ztsehr. Kinderh. 70: 133-135, No. 
2, 1951. 

Birth Trauma. See No. 5947. 

Blood-Erythroid Multinuclearity. 5903. 
Wolff, J. A.. & Von Hofe, F. H.: Fa 
milial erythroid multinuclearity, Blood 
6: 1274-1283, Dee., 1951. 

Brachial Plexus Block. See No. 5888, 

Bromoderma, Congenital 5904. Forster, A. 
F., & Travis, B. T.: Congenital bromo 
derma, Am, J, Obst. & Gynee. 62: 1373 
375. Dee. 1951. 

Bronchiectasis 5905. Hutchison, J. H.: 
Post-tubereulous bronchiectasis in chil 
dren, Tubercle 32: 271-278, Dee., 1951. 

Caffey-Smith Syndrome. See Cortical Hy 
perostosis. 

Cardiac Arrest 5906. Ehrenhaft, J. L., et 
al.: Analvsis of 27 cases of acute ear- 

Thoracie Surg. 22: 592 


kindliches 
65-82. No. 


diac arrest, .J. 
608, Dee., 1951. 


Cataract 5907. Wolfe, O. R., & Wolfe, R. 
M.: Suetion surgical treatment of 
eataract in children. Visual rehabilita 
tion, J. Internat. Coll. Surg. 16: 608 
621, Nov., 1951. 

Cat-Scratch Fever 5908. 
Mae Murray, F. G.: Cat-seratch disease. 
Nonbacterial regional lymphadenitis, 
Arch. Int. Med. 88: 736-751, Dee., 1951. 


Celiac Disease 5909. Thompson, M. W.: 
Heredity, maternal age, and birth orde 
in thé etiology of celiae disease, Am. 
J. Human Genet. 3: 159-166, June, 1951. 


Daniels, W. B., & 
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Cerebral Palsy 5910. Fuldner, R. V.: 
Physical examination of the cerebral 
palsied child, J, A. M. A. 148: 34-41, 


Jan. 5, 1952. 


5911. Jewell, B. T.. & Wursten, H.: Ob- 
servations on the psychological testing 
of cerebral palsied children, Am. J. 
Ment. Deficiency 56: 630-637, Jan., 1952. 


5912. Nel, B. F.: Particular psychologi- 
cal implications in assessing the mental 
ability of the cerebral palsy child, 
South African M. J. 25: 818-822, Nov. 
10, 1951. 


5913. Davel, J. G. A.: The causes of 
cerebral palsy, South African M. J. 
25: 817-818, Nov. 10, 1951. 


5914. Levitt, J. A.: Treatment of in 
fantile cerebral palsy, South African 
M. J. 25: 823-825, Nov. 10, 1951. 


Cerebral Thrombosis. See No. 5983. 


Chloramphenicol. See No. 5942. 


Cholecystitis 5915. Wilenius, R.: Chole- 
eystitis and cholelithiasis in childhood, 
Ann. chir. et. gynaec. Fenniae 40: 135- 
146, No. 3, 1951. 


Chondrodysplasia 5916. De Groot, J. W. C.: 
Two atypical cases of chondrodysplasia, 
J. Pediat. 39: 715-722, Dee., 1951. 


Chondrodystrophia Calcificans 5917. Putsch- 
ar, W. G. J.: Chondrodystrophia calcifi 
cans congenita (dysplasia epiphysialis 
punctata), Bull, Hosp. Joint. Dis. 12: 
514-527, Oet., 1951. 


Conjunctivitis 5918. Eggers, H.: Clinical 
ophthalmie experience with bacitracin, 
Am. J. Ophth. 34: 1706-1708, Dee., 1951. 


Cortical Hyperostosis 5919. Rosenblum, J., 
& Greenberg, B.: Infantile cortical 
hyperostosis (Caffey-Smyth syndrome), 
Am. J. Dis. Child, 82: 710-716, Dee., 
1951. 


Cortisone 5920. Wolman, B.: 
oral cortisone in paediatrics, 
J. 2: 1246-1250, Nov. 24, 1951. 


See Nos. 5873 and 5877. 


The use of 
Brit. M. 


Coxsackie Virus. See No. 6068. 

Cyst, Bone 5921. Kliger, M.: Solitary bone 
evyst of humerus. Report of case and 
review of some current literature, Arch. 
Pediat. 68: 518-525, Nov., 1951. 


& Dick, A.: 
newborn 
Dee. 22, 


Cyst, Ovarian 5922. Mair, .J., 
Torsion of ovarian cyst in a 
infant, Brit. M. J. 2: 1502, 
1951. 


Cyst, Thymus 5923. 
Thymic evst of the neck, 
§2: 569-573, Dee., 1951. 


Weller, R. W., et al.: 
Arch. Path. 

















Deafness 5924. Hayman, C. R., et al.: A 
conservation of hearing program for 
school children. Review of 3-year ex- 
perience in Hartford County, Maryland, 
Am. J. Pub. Health 41: 1509-1520, Dee., 
1951. 

Death, Accidental 5925. Collins-Williams, 
C.: <Aecidents in children, Canad. M. 

J. 65: 531-535, Dee., 1951. 

Dehydration. See No. 5982. 

Delinquency 5926. Blackman, N.: Medi- 
eal responsibility for juvenile delin- 
quency, Postgrad. Med. 10: 499-503, 
Dee., 1951. 

Dermatitis, Ammoniacal 5927. Latlief, M. 
A., et al.: Bacteriostatic, germicidal, 
and sanitizing action of quaternary 
ammonium compounds on textiles, J. 
Pediat. 39: 730-737, Dee., 1951. 

Diabetes 5928. Windorfer, A.: Das ‘‘Syn- 
drom Mauriac’’ beim diabetischen 
Kind,’’ Deutsche Med. Wehnschr. 76: 
1583-1586, Dee. 14, 1951. 


Diarrhea 5929. Neter, E., et al.: Study on 
etiology, epidemiology and antibiotic 
therapy of infantile diarrhea, with par- 
ticular reference to certain serotypes 
of Escherichia coli, Am. J. Pub. Health 
41: 1491-1496, Dee., 1951. 

5930. Seott, J. P.: The management of 
diarrhea in infancy, Pennsylvania M. 
J. 54: 1058-1061, Nov., 1951. 

5931. Haddock, J. D.: Epidemic diarrhea 
of the newborn, Arch. Pediat. 68: 488- 
500, Ocet., 1951. 

See No. 6029. 

Diphtheria 5932. Dieckhoff, J.: Ueber den 
Einfluss von Kollidon auf das Dip- 
therietoxin, Ztsehr. Kinderh. 70: 177- 
189, No. 2, 1951. 

Discipline. See No. 6079. 

Dyslexia. See No. 6085. 


Ebstein’s Syndrome 5933. Schaede, A.: 
Zur Diagnostik des Ebstein-Syndromes, 
Deutsches Arch, klin. Med, 198: 619- 
634, No. 5, 1951. 

Eczema 5934. Andersen, FE. K., & Heilesen, 
Bjgrn: On the occurrence and typing 
of Staphylococcus pyogenes in weeping 
eczema (and the réle played by these 
bacteria in the pathogenesis and course 
of eczema), Acta dermat.-venereol, 31: 
679-703, No. 6, 1951. 

5935. Strider, J., & Zeisel, H.: Niis- 
sendes Ekzem—unter dem _ Erschein- 
ungsbild des sog. skrofulésen Ekzems— 
nach Calmette-impfung, Arch. Kinderh. 
143: 92-98, No. 2, 1951. 

See No. 5879. 

Eczema Vaccinatum 5936. Snyder, Wm.: 
Terramycin therapy of eczema vac- 
cinatum. Report of a case, Arch. Der 
mat. & Syph. 64: 789-791, Dee., 1951. 
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5937. Esplin, B. M.: Eezema vaccinatum: 
report of a case treated with aureo 
mycin, Ann. Int. Med. 35: 1346-1350, 
Dec., 1951. 


Electrocardiography. See No. 6063. 


Electrolytes 5938. Von Oer, A., & Hofert, 
H-J.: Zur Methodik der flammenphoto 
metrischen Bestimmung von Na, K und 
Ca im Blutserum, Arch. Exper. Path. 
u. Pharmakol. 214: 109-120, No. 1, 1951. 


Emphysema 5939. Robertson, R., & James, 
E. S.: Congenital lobar emphysema, 
Pediatries 8: 795-804, Dee., 1951. 


Encephalitis 5940. Kastein, S.: Speech 
and language habilitation in a_post- 
encephalitic child, Am. J. Ment. De 
ficiency 56: 570-577, Jan. 1952. 


Encephalocele, Traumatic 5941. King, A. 
B.: Traumatic encephaloceles of the 
orbit, Arch. Ophth. 46: 49-56, July, 
1951. 


Endocardial Fibroelastosis. See No. 5970. 


Enteritis 5942. Kunstadter, R. H., et al.: 
Chloroamphenicol and terramyein in 
the treatment of salmonella and shigella 
infections, J. Pediat. 39: 687-697, Dec., 
1951. 


Enuresis 5943. Glicklich, L. B.: An his- 
torical account of enuresis, Pediatrics 
8: 859-876, Dee., 1951. 


Eosinophilic Granuloma 5944. Kintzen, W., 
& Weber, R.: Das generalisierte 
eosinophile Granulom, Ann. Paediat. 
177: 329-354, Dee., 1951. 


Epidermolysis Bullosa 5945. Schiffer, Grete: 
Two cases of epidermolysis bullosa he- 
reditaria letalis, Acta. dermat.-venereol. 
31: 704-709, No. 6, 1951. 


=e 5946. Bakwin, R. M., & Bakwin, 
§ Psychologie aspects of pediatrics, 
3. Pediat. 39: 776-784, Dec., 1951. 


ew Separation, Femur 5947. Baron, 

J., et al.: Birth trauma to the 

i femur, New York State J. 
Med. 51: 2859-2864, Dee., 15, 1951. 


Erythema Infectiosum 5948. Korting, G. 
W.: Megalerythema epidemicum, Der 
mat. Wehnsechr. 124: 785-795, No. 32, 
1951. 


Erythema, Multiforme 5949. Bisel, B.: 
Ueber die multiformen Erytheme und 
ihre itiologische und pathogenetische 
Abrenzung, Ztschr. Kinderh. 70: 163- 
176, No. 2, 1951. 


Erythema Nodosum 5950. Doxiadis, 8. A.: 
Erythema nodosum in children, Medi 
eine 30: 283-334, Dec., 1951. 


Erythroblastopenia 5951. Hansen, Hans 
Georg: Ueber die essentielle Erythro 
blastopenie, Acta Haemat. 6: 335-350 
Dee., 1951. 
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Erythrobiastosis 5952. 


MacRae, D. J., & 
Riley, F.: Technique for replacement 
transfusion for rhesus incompatibility, 
J. Obst. & Gynaec, Brit. Emp. 58: 826 
827, Oct., 1951. 

5953. Scott, R. B., et al.: Erythroblas 
tosis fetalis in the Negro infant, JJ. 
Pediat. 39: 680-686, Dee., 1951. 


5954. Frumin, A. M., & Kohn, A.: Ae 
quired hemolytic anemia of the new 
born (erythroblastosis foetalis) due to 
0-B iso-immunization, Arch. Pediat. 


68: 461-466, Oct., 1951. 


Erythroid Multinuclearity. See No. 5903. 


Esophagus, Varices 5955. Notter, G.: 
Oesophagus-varizen im Kindesalter, 
Ftschr. geb. Roéntgenstrahlen 75: 747 


748, Dee., 1951. 

Eye 5956. Walsh, F. M., & Harris, L. D.: 
Ophthalmic headache. Headache among 
ehildren, Journal-Laneet 71: 530-534, 
Dee., 1951. 


Feeding, Infant 5957. Harris, L. E.: In 


fant feeding with and without added 
carbohydrate, Am. J. Dis. Child. 82: 
677-684, Dee., 1951. 

Foreign Body, Bronchoesophageal 595s. 


turrett, J. H.: 


air and food passages, 


Foreign bodies in the 
Observations in 
108 private patients, Arch. Otolaryng. 
54: 651-665, Dee., 1951. 
Foreign Body, Eye 5959. 
Simple removal of 
bodies, J. A. BM. A. 


1952. 


Knapp, A. A.: 
ocular. foreign 


148: 119, Jan. 12, 


Friedlander Infection 5960. Lemke, (. E., 
& Gates, L. E.: Distribution and anti 
biotic sensitivity in 55 strains of Kleb 
siella pneumonia, J. Lab. & Clin, Med. 
38: SSO-S92, Dee., 1951. 


Gargoylism 5961. Wexler, D.: Ocular his 
tology in Hurler’s disease (gargoylism ), 


Arch, Ophth. 46: 14-21, July, 1951. 


5962. Caffey, J.: Gargovlism (Hunter 
Hurler disease, dvsostosis multiplex, 


lipochondrodystrophy prenatal and 
their early 


Hosp. Joint 


lesions and 


Bull. 


neonatal bone 
postnatal evolution, 
Dis. 12: 38-66, Oct., 1951. 

5963. Jelke, H.: Gargoyvlism. Report of 
a case, Ann, Paediat, 177: 355-373, Dee., 
1951. 


Gastric Diverticula 5964. Oyur, G. L., & 
Kolarsick, A. J.:  Gastrie diverticula 
in infanev, J. Pediat. 39: 723-729, Dee. 


11 


Gastric Ulcer. See No. 6135. 


5965. Albert, K., et al: 
acid and mental 
Ment. Dis, 


Glutamic Acid 
Glutamic deficiency, 


114: 471-491, 


J Nerv. « 
Dee., 151. 








Glycogen Disease 5966. Martin, J. F., & 
Bonte, F. J.: Glycogen disease. Re- 


port of 2 cases with cardiomegaly, 
Am. J. Roentgenol. 66: 922-946, Dec., 
1951. 


Growth 5967. Muhsam, H. V.: Correlation 
of height and weight in early child- 
hood, Lancet 2: 1021, Dee. 1, 1951, 

5968. Meredith, H. V.: Relation be- 
tween socioeconomic status and body 
size in boys seven to ten years of age, 


Am. J. Dis. Child. 82: 702-709, Deec., 
1951. 
5969. Johnston, J. A., & Sweeney, M. J.: 


Factors affecting retention of nitrogen 
and ecaleium in period of growth. (9) 


corticotropin (ACTH), Am. J. Dis. 
Child. 82: 685-701, Dee., 1951. 
Headache. See No. 5956. 
Heart, Arrest. See No. 5906. 
Heart, Fibroelastosis 5970. Lewis, Kath 


Cardiac enlargement of un 
infaney and child 
Dec., 1951. 


erine (.: 
known etiology in 
hood, J. Pediat. 39: 698-707, 


Heart Disease, Congenital 5971. Walker, 
R. M., & Apley, J.: The diagnosis and 
treatment of congenital heart disease, 
Bristol Med.-chir. J. 68: 124-138, Oct., 
1951. 

5972. Figley, M. M., et al.: Angiocardio 
graphic observations in some correct- 
ible types of congenital cardiovascular 

Michigan M. Soe. 50: 1378 


disease, .J, 


1387, Dee., 1951. 

5973. Meltzer, R. S., et al: Cineangio 
eardiography as a diagnostic aid in 
congenital heart disease, New York 


State J. Med. 51: 2865-2867, Dee. 15, 


151. 

5974. Humphreys, G. H. 2nd: Surgical 
revision in congenital cardiovascular 
disease, Bull. New York Acad. Med. 


28: 28-42, Jan., 1952. 

5975. Downing, D. F., et al.: The direct 
surgical attack on pulmonary stenosis 
in the tetralogy of Fallot, J. Pediat. 
39: 645-649, Dee., 1951, 

5976. Andersson, T.: Electrokymo 
graphic studies in pulmonary stenosis 
and tetralogy of Fallot, Acta Radiol. 
36: 346 355, Nov., 51. 

5977. Potts, W. J.: Evaluation of the 
surgical treatment of congenital pul 


monary stenosis, J. Internat. Coll. 
Surg. 16: 602-607, Nov., 1951. 

5978. Burke, E. (., et al.: Sites of ob 
struction to pulmonary blood flow in 


the tetralogy of Fallot: an anatomic 
study, Mayo Clin. Proce. Staff Meet. 26: 
498-504, Dee. 19, 1951. 


























Zur Friihdiagnose 
Tricuspidalatresie, 
133-139, No. 3, 


5979. 
der 
Arch. 
1951. 

5980. Storey, C. F., & Crittenden, J. W.: 
Double aortic arch, Dis. Chest. 20: 611- 
629, Dee., 1951. 

5981. Weyers, H.: Beitrag zur Klinik 
der Dextropositio Aortae im Kinde- 
salter, Arch. Kinderh. 143: 120-133, No. 
3, 1951. 

5982. Kurzrok, M., et al.: Thrombosis 
of the aorta arising from a patent duc- 
tus arteriosus, U. S. Armed Forces M. 


Schaper, G.: 
‘‘isolierten’’ 


Kinderh. 143: 


J. 2: 1879-1882, Dee., 1951. 

5983. Graser, F.: Die nichtenziindliche 
Venenthrombose, vor allem der Hirn 
sinus, also Komplikation eines ange- 
borenen Herzfehlers, Ztschr. Kinderh. 
70: 142-147, No. 2, 1951. 

5984. MeKinley, H. I. et al.: Left 


coronary artery from the pulmonary 
artery. Three cases, one with cardiac 
tamponade, Pediatrics 8: 828-840, Dec., 
1951. 


5985. Rogers, H. M.: Disturbances of 
eardiac rhythm and conduction in con- 


genital cardiae disease: report of 5 
eases, Ann. Int. Med. 35: 1276-1290, 
Dee., 1951. 

See No. 5933. 


Hemangioma, Larynx 5986. Dargeon, H. 
W., & Daly, J. F.: Hemangioma of 
the larynx in an infant, J. Pediat. 39: 
738-741, Dee., 1951. 


Hemophilia 5987. Moseley, R. W., & Bru- 
ton, O. C.: Hemophilia in children: 
with a suggestion for prophylactic con- 
trol. Report of 4 cases, Arch. Pediat. 
68: 526-532, Nov., 1951. 


Masshoff, W., & Wald- 
Wesen und Bedeu 
Lebersiderose bei 


Hemosiderosis 5988. 
schiitz, E.: Ueber 
tung der Milz- und 


ernihrungsgestérten Siuglingen mit 
experimentellen . Beitrag, Arch. Path. 
Anat. 320: 618-630, No. 6, 1951. 


Hernia, Diaphragmatic 5989. Anderson, M. 
X.: Surgical treatment of esophageal 
hiatus hernia, J. Internat. Coll. Sur 
geons 16: 578-601, Nov., 1951. 


Hip Dislocation 5990. 
Erbpathologie der 
borenen Hiiftverrenkung, 
Chir., July, 1951. 

5991. Burke, G. L.: On congenital dis 
location of the hip, J. Bone & Joint 
Surg. 33-B: 562-566, Nov., 1951. 


Idelberger, K.: Die 
sogenannten ange 
Beit. klin. 


Hip Joint, Synovitis 5992. Edwards, E. G.: 
Transient synovitis of the hip joint in 
children, J. A. M. A. 148: 30-34, Jan. 


5, 1952. 
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Hospitals 5993. Korns, R. F., et al.: The 
control of communicable disease in hos- 
pital nurseries for the newborn: prog- 
ress report, New York State Plan, New 
York State J. Med. 52: 39-42, Jan. 1, 
1952. 

Hyperadrenocorticism 5994. Weill, J., & 
Bernfeld, Mme.: L’hypercorticisme 
fonctionnel de l’enfant, Semaine hop. 
Paris 27: 3659-3669, Dee. 10, 1951. 


Hyperphosphatemia. See No. 6038. 


Hypervitaminosis A 5995. Arena, J. M., 
et al.: Hypervitaminosis A. Report 
of an unusual case with marked crani 
otabes, Pediatrics 8: 788-794, Dee., 

1951. 


Hyphema 5996. Jukofsky, J. L.: A new 
technique in the treatment of hyphema, 
Am. J. Ophth. 34: 1692-1696, Dee., 1951. 

Hypocalcemia. See No. 6038. 

Hypospadias 5997. 


Burns, E., & Harvard, 


B. M.: Treatment of hypospadias, New 
Orleans M. & S. J. 104: 237-241, Dee., 
1951. 

Icthyotoxism. See No. 6060. 


Immunization 5998. Greenberg, L., & 
Fleming, D. S.: The effect of inherited 
antibodies on the active immunization 
of infants, J. Pediat. 39: 672-676, Dec.., 
1951. 

5999. Geiger, J. C.: The control of com 
muniecable disease and its limitations, 

Arch. Pediat. 68: 511-517, Nov., 1951. 


Influenza 6000. Kilbourne, E. D., et al.: 
Concurrent infection with influenza A 
and B viruses in a single epidemic of 
influenza, J. Immunol. 67: 547-558, 
Dec., 1951. 


Intestine, Hemorrhage 6001. Zabin, A.: 
Acute intramural jejunal hemorrhage, 
New York State J. Med. 52: 93, Jan. 
1, 1952. 

Intestine, Obstruction 6002. Anderson, D. 
P., & Wright, R. R.: Congenital ob 
struction of the alimentary canal in 
the newborn, Minnesota Med. 34: 
1159-1164, Dee., 1951. 


Intussusception 6003. Ide, A. W., Jr.: In 
tussusception, Journal-Lancet 71: 541 
550, Dee., 1951. 


Keratitis 6004. Dubar, J.: Les kératites a 
virus, Bull. Soe. Ophth. France, Supple 
ment No. 3, 1951. 


Kidney, Polycystic 6005. Pathological Case 
No. 660. Polyeystie kidneys, Case Re 
ports of the Child. Mem. Hosp. Chicago 
9: 1995-1998, Nov., 1951. 

6006. Clinical Pathologic Conference, 
State Univ. of Iowa, Summary of Clini 

eal Record, J. Iowa M. Soe. 41: 495 
502/514, Dee., 1951. 
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Lachrymal Duct, Obstruction 6007. 
J. B. G.: Congenital obstruction of 
the nasolachrymal duct: a review of 
130 cases, M. J. Australia 2: 


Dee, 8, 1951. 


Gibson, 


Laurence-Biedl-Moon Syndrome 6008. Lau 
rence-Moon-Bied|! Sy ndrome, Proe. Roy. 
Soc. Med. 44: 1063 1065, Dee., 1951. 


Leukemia 6009. Rodgers, C. L., et al.: 
Leukemia in children, Canad, M. A. J. 

65: 548-552, Dee., 1951. 
6010. Follis, R. H., Jr.. & Park, E. A.: 
Some observations on the morphologic 
basis for the roentgenographie changes 


in childhood leukemia, Bull. Hosp. 
Joint Dis, 12: 67-73, Oct., 1951. 


6011. Laski, B., et al.: Folie aeid an 
tagonists in the treatment of leukemia 
in children, Canad. M. A. J. 65: 556 
560, Dee., 1951. 

6012. Darte, J. M. M., et al: ACTH 
and cortisone in the treatment of leu 
kemia in children, Canad. M. A. J. 65: 
560-564, Dee., 1951. 

6013. Haase, Klaus-Eberhard: Generali 
sierte Tuberkulose im Kindersalter mit 
hepato-lienalem Syndrom und myelo 
ischer Reaktion, Ztschr. Kinderh, 70: 
148-162, No. 2, 1951. 

Liver. See No, 6110. 

Liver, Rupture 6014. Arden, F.: Rupture 
of the liver in the newborn, M. J. 
Australia 2: 632-635, Nov. 10, 1951. 

Lung, Hyaline Membrane 6015. Miller, H. 

(.: Pulmonary hyaline membranes in 

newborn infants, Postgrad. Med. 10: 

511-515, Dee 951, 


Malaria 6016. Voss, F. A.: 
borene malaria, Arch. 
113-120, No. 3, 1951. 


Ueber ange 


Kinderh, 143: 


Malnutrition 6017. Price, J. P.. & Hart, W. 
M.: Malnutrition and anemia in young 
children, J. A. M. A. 148: 5-10, Jan. 5, 


Megacolon 6018. 
genital megacolon. 


Arch. Pediat. 68: 


Longworth, T. I.: Con 

Report of case, 

167-472, Oct., 1951. 

Megalerythema. See No. 5948. 

Meningitis, B. coli 6019. Poulton, E. M.: 
Bact. coli meningitis in infancy, Lancet 
2: 1090-1091, Dee. 8, 1951. 


Meningitis, Influenzal 6020. Swift, P. N.: 
Polymyxin in influenzal meningitis, 
Proe Roy. Soc. Med. 44: 1067, Dec., 
1951. 


Meningitis, Purulent 6021. 
Suggested 


Ross, 8., et al: 
management of pyogenic 
Clin. Proe. Child. Hosp. 


295-299, Nov., 1951. 


meningitis, 


Wash. D. C. 7: 


764-769, 


Finberg, L.: 
Factors affecting prognosis of tubercu 


Meningitis, Tuberculous 6022. 


lous meningitis treated with strepto 
mycin, Pediatrics 8: 768-771, Dee., 1951. 


Mental Deficiency 6023. 
et al: <A study of 
resident living center for exceptional 
children, Am. J. Ment. Deficiency 56: 


622-629, Jan., 1952. 


6024. Malzberg, B.: Some characteris 
ties of mental defectives examined by 
the child guidance clinics of the New 
York State Department of Mental Hy 
giene, Am. J. Ment. Deficiency 56: 510 
518, Jan., 1952. 

6025. Weingold, J. T.: Parents’ groups 
and the problem of mental retardation, 
Am. J. Ment. Deficiency 56: 484-492, 
Jan., 1952. 

6026. Grebler, A. M.: Parental attitudes 
toward mentally retarded children, Am, 
J. Ment. Deficiency 56: 475-483, Jan., 
1952. 


Blackwell, E. B., 


frustration in a 


6027. Roewer, Wm. E.: <A program for 
the trainable mentally deficient child, 
Am. J. Ment. Deficiency 56: 551-559, 


Jan., 1952. 
See No. 5965. 


Mongolism 6028. Durling, D., & Benda, C. 
E.: Mental growth curves in untreated 
institutionalized mongoloid patients, 
Am. J. Ment. Deficiency 56: 578-588, 
Jan., 1952. 


Mononucleosis, Infectious 6029. Walker, 8S. 
H.: Infectious mononucleosis mani 
fested by diarrhea, U. S. Armed Forces 
M. J. 2: 1875-1878, Dee., 1951. 


Muscular Dystrophy 6030. Stephens, F. E., 
& Tyler, F. H.: Studies in disorders of 
muscle. 5, The inheritance of child 
hood progressive muscular dystrophy in 
33 kindreds, Am. J. Human Genet. 3: 
111-125, June, 1951. 


Myeloma 6031. De Vulpian, P., et al.: Une 
observation de myélomes multiples a 
myéloeytes chez un enfant de 18 mois, 
J. radiol. et électrol. 32: 782-787, No. 
9-10, 1951. 

Myositis 6032. Pathological case No. 662, 
Prolonged High Fever, Case reports of 
the Child. Mem. Hosp. Chicago 9: 2000- 
2003, Nov., 1951. 


Myositis Ossificans 6033. Riley, H. D., Jr., 
& Christie, A.: Myositis ossificans pro- 


gressiva, Pediatries 8: 753-767, Dec., 
1951. 
Nephritis 6034. Lange, K., et al.: Serum 


complement in acute glomerulonephritis 
and the nephrotic syndrome, Pediatrics 
8: 814-820, Dec., 1951. 














Nephrosis 6035. Amini, A.: Tetanie bei 
Nephrose, Monatschr. Kinderh. 99: 331 
336, Sept., 1951. 


Nephrosis, Bismuth. See No. 6057. 


Neuroblastoma 6036. Harkavy, M. B.: 
Neuroblastoma, Report of case, Arch. 
Pediat. 68: 473-476, Oct., 1951. 


Neurological Tests 6037. Wartenberg, R.: 
Some useful neurological tests, J. A. 
M. A. 147: 1645-1648, Dee. 22, 1951. 


Newborn 6038. Gittleman, I., & Pincus, J. 
B.: Influence of diet on the occurrence 
of hyperphosphatemia and _ hypocal 
cemia in the newborn infant, Pediatrics 
8: 778-787, Dee., 1951. 


6039. Dieckmann, W. J. et al.: Observa 
tions on protein intake and the health 
of the mother and baby. 1) Clinical 
and laboratory findings. 2) Food in- 
take. J. Am. Dietet. A. 27: 1046-1058, 
Dee., 1951. 


6040. Staemmler, M.: Die Infektion des 
Fruchtwassers und ihre Folgen fiir die 
Frucht, Arch. Path. Anat. 320: 577-617, 
No. 6, 1951. 

See No. 5922, 6014. 


Obesity 6041. Burdon, A. P., & Paul, L.: 
Obesity: a review of the literature, 
stressing the psychosomatic approach, 
Psychiatrie Quart. 25: 568-580, No. 4, 
1951. 

6042. Weill, J., & Bernfeld, Mme.: 
L’obésité de l’enfant, Semaine hop. 
aris 27: 3652-3659, Dee. 10, 1951. 


a, Phenylpyruve 6043. Martin, 
. A. & Nadeau, G.: L’oligophrénie 
as Tees wag Laval méd. 16: 1166- 
1178, Nov., 1951. 


Osteochondritis 6044. Gerléezy, F., & 
Gefferth, K.: Osteochondritis non 
syphilitica, Ann. paediat. 177: 374-382 
Dee., 1951. 


Osteomyelitis 6045. Béraud, Cl., & Martin, 
Ch.: Ostéite staphylococcique diffuse 
chez un nourrisson, J. radiol. et électrol. 
32: 819-820, No. 9-10, 1951. 

6046. Ritter, Ulrich: Zur Diaphysenre 
sektion der langen Réhrenknochen bei 
der himatogenen akuten eitrigen Osteo- 
myelitis, Langenbecks Arch. u. Dtsch. 
Z. Chir. 269: 365-376, No. 4, 1951. 

Osteoporosis, Hepatogenous. See No. 6094. 

Pancreas 6047. Sansone, G. et al.: Nou- 
velle méthode d’exploration radiologique 
du pancréas chez |’enfant, J. radiol. et 
électrol. 32: 726-733, No. 9-10, 1951. 

Pantothenic Acid. See No. 6137. 


Papilledema. See No. 6064. 
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Para-amino-salicylic Acid 6048. Allen, R. 


:  Para-aminosalicylic acid (PAS): 
A review, Univ. Michigan M. Bull. 17: 
367-383, Nov., 1951. 


Penicillin 6049. Schmidt, L. H., & Walley, 
A.: The influence of the dosage regi- 
men on the therapeutic effectiveness of 
penicillin G in experimental lobar 
pneumonia, J. Pharmacol. & Exper. 
Therap. 103: 479-488, Dee., 1951. 


6050. Szabo, J. L.: N, n’dibenzylethyl 
enediamine penicillin: preparation and 
properties, Antibiotics & Chemotherapy 
1: 499-503, Nov., 1951. 


6051. Elias, Wm., et al.: N, n’dibenzyl 
ethylenediamine penicillin: A new re- 
pository form of penicillin, Antibiotics 
& Chemotherapy 1: 491-498, Nov., 1951. 

See No. 6098. 


Pheochromocytoma 6052. Iseri, L. T., et 


al.: Diagnosis of pheochromocytoma, 
J. Michigan M. Soe. 50: 1370-1377, Deec., 
1951. 


Pneumonia 6053. Jackson, G. G., et al.: 
Terramycin therapy of pneumonia: 
Clinical and bacteriologic studies in 91 
eases, Ann. Int. Med, 35: 1175-1202 
Dee., 1951. 


6054. Swift, P. N.: Terramycin in the 
treatment of pneumonia in children, 
Proce. Roy. Soc. Med. 44: 1066, Dec., 
1951. 


Pneumonia, Mononuclear 6055. Gruenwald, 
P., & Jacobi, M.: Mononuclear pneu 
monia in sudden death or rapidly fatal 
illness in infants, J. Pediat. 39: 650 
662, Dec., 1951. 


Poisoning 6056. Ryan, D. C.: Acute acci 
dental poisoning in children: its inei 
dence, diagnosis and treatment, M. J. 
Australia 2: 702-708, Nov. 24, 1951. 


Poisoning, Bismuth 6057. Karelitz, S., & 
Freedman, A. D.: Hepatitis and neph 
rosis due to soluble bismuth, Pediatries 
8: 772-777, Dec., 1951. 


Poisoning, Oil of Chenopodium 6058. Brant, 
C. H., et al.: Oil of chenopodium pois- 
oning, J. Pediat. 39: 742-744, Dee. 
1951. 


Poisoning, Salicylates 6059. Dietrick, A. ©., 
et al.: Salicylate intoxication in chil 
dren, U. S. Armed Forces M. J. 3: 149- 
158, Jan., 1952. 


Poisoning, Toadfish 6060. Duncan, ©.: A 
ease of toadfish poisoning, M. J. Aus 
tralia 2: 673-675, Nov. 17, 1951. 





Poliomyelitis 6061. Kennedy, J. M.: Four 
cases of acute poliomyelitis in the same 
family. Lancet 2: 1178-1179, Dee, 22, 


11, 

6062. Tyrrell, D. A. J.: Poliomyelitis in 
a rural area. Report on a Lineolnshire 
outbreak, Lancet 2: 1129-1133, Dee. 15, 
151, 

6063. Manning, M-P., & Yu, P. N. G.: 
Hlectroeardiographie changes in polio 
mvelitis, Analysis of 150 cases, Am. 
J. M. Se, 222: 658-662, Dee... 1951. 


6064. Weiman, ©, G., et al.: Papilledema 
in poliomyelitis, Arch. Neurol. & Psy 
ehiat. 66: 722-727, Dee., 1951. 

6065. Abbott, L. C.: The orthopedic 
care in anterior poliomyelitis, J. Pediat. 
39: 663-671, Dee., 1951. 

6066. Doyle, J. A., & LoPresti, J. M.: 
\ new concept for the use of the elec 
trophenie respirator (EPR), Clin. Proe. 


Child. Hosp. Wash. D. C. 7: 283-284, 
Nov., 951. 

6067. Fowler, Maleolm: A histopatho 
logical study of eleven cases of polio 


mvelitis, including one in the newborn, 
M. J. Australia 2: 613-628, Nov. 10, 
1. 

6068. Silverthorne, N., et al.: Studies 
on poliomyelitis in Ontario, Canad, M. 
A. J. 65: 536-542, Dee., 1951. 

6069. Leroy, D., & Gouffault, J.: Con 
tribution 4 l'étude de l’éleetroeardio 
gramme au cours de la poliomyélitis, 
Arch. mal, couer. 44: 915-920, Ocet., 
O51. 

6070. Pavilanis, V., & Frappier, A.: 
Etude de la distribution des anticorps 
neutralisant la souche lansing et de 
l’ineidence de la poliomyélite au cours 
d’une épidémie hivernale dans une 
population isolée, Ann. Inst. Pasteur 
81: 583-607, Dee., 1951. 

6071. Windorfer, A., & Geisser, E.: Was 
niitzt die Pyramidon-therapie bei der 
Poliomvelitis?, Med. Klin. 46: 1076 


LOTS, Oet. 12, 1951. 
Polymyxin. See No. 6020. 
Portal Vein Thrombosis. See No, 6110. 


Posture 6072. Howorth, M. B.: Postural 
abnormalities of the spine and lower 
extremities in young children, New 
York State J. Med. 51: 2868-2874, Dee. 
15, 1951. 


Potassium 6073. Danowski, T. S.: Disturb 
ances in potassium metabolism, Am. 
Pract. 2: 1009-1012, Dee., 1951. 


Prematurity 6074. Zeisel, H.: Das fetale 
Hiimoglobin bei Friihgeburten, Ztsehr. 
Kinderh. 70: 190 %04, No. _- 1951, 
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6075. Gleich, M., et al.: Calcium and 
phosphorus studies in Negro premature 
infants, J. Pediat. 39: 677-679, Dee., 
1951. 

6076. Mitchell, T., et al.: Crystalline 
vitamin B, and sodium folvate in pre 
maturity, Pediatries 8: 821-827, Dec., 
151. 

6077. Szénis, Paul: Untersuchungen 
iiber das Schicksal der Friihgeburten 
der Jahre 1939-1948, Gynaecologia 132: 
364-383, Dee... 1951. 


Prepuce, Aplasia. Nee No. 5891. 


Psychiatry 6078. Smith, .J.: A pediatrician 
views the trends in child psychiatry, 
Arch. Pediat. 68: 477-487, Oet., 1951. 


6079. Symposium—Discipline and Psy 
chotherapy, Nerv. Child 9: 111-195, No. 
2, 1951. 

6080. Kanner, L.: Constructive values 
in the training of slow learning chil 
dren, Wisconsin M. J. 50: 1191-1195, 
Dee., 1951. 

See No. 6041, 


Purpura, Schénlein-Henoch 6081, Levinson, 
J. E., et al.: Response of Schénlein 
Henoch syndrome to ACTH. Report of 
a case with serial skin biopsies, Ann. 
Rheumat. Dis. 10: 255-268, Sept., 1951. 


Purpura, Thrombocytopenic 6082. Newton, 
Wm. A., & Zuelzer, W. W.: Idiopathic 
thrombopenic purpura in childhood, 
New England J. Med. 245: 879-885, 
Dee. 6, 1951. 


6083. Hirsch, k. O., & Dameshek, Wm.: 
‘*Idiopathic’’ thrombocytopenia, Arch. 
Int. Med. 88: 701-728, Dee., 1951. 


Pyloric Stenosis 6084. Symposium—Dis 
cussion on the treatment of congenital 
hypertrophic pyloric stenosis, Proc. 
Roy. Soe. Med. 44: 1055-1063, Dee., 
1951. 


Reading, Difficulty in 6085. Park, G. E.: 
This, they would choose to do, Arch. 
Pediat. 68: 533-539, Nov., 1951. 


Retrolental Fibroplasia 6086. Szewezyk, T. 
S.: Retrolental fibroplasia: Etiology 
and prophylaxis, Am. J. Ophth. 34: 
1649-1650, Dee., 1951. 

6087. Benbridge, B. A., & Jackson, C. 
R. &.: Pathological examination of 
nine cases of retrolental fibroplasia, 
Brit. M. J. 2: 1484-1487, Dee. 22, 1951. 


6088. Rudolph, C. J., & Sirlin, E. M.: 
Retrolental fibroplasia and anoxia, J. 
Indiana M. A. 44: 1161-1163, Dee., 1951. 


Rheumatic Disease 6089. McClendon, S. J.: 
The diagnosis and management. of 
rheumatic fever, Rocky Mountain M. 
J. 48: 938-941, Dee., 1951. 











re 








6090. Kahn, L., & Goldring, D.: Present- 
day concepts in the etiology of rheu- 
matic fever, J. Missouri M. A. 49: 33 
42, Jan., 1952. 


6091. Higgons, R. A., & Albanese, A. A.: 
Metabolic aspects of steroid therapy in 
rheumatic disease of children, New 
York State J. Med, 51: 2875-2879, Dec. 
15, 1951. 


6092. Bland, E. F., & Jones, T. D.: 
Rheumatic fever and rheumatic heart 
disease. A 20-year report on 1000 pa- 
tients followed since childhood, Circula 
tion 4: 836-843, Dee., 1951. 


Rheumatoid Arthritis 6093. Pirani, (. L., 
& Bennett, G. A.: Rheumatoid arth- 
ritis. A report of 3 cases progressing 
from childhood and emphasizing cer- 
tain systemic manifestations, Bull. 
Hosp. Joint Dis, 12: 335-367, Oct., 1951. 


Rickets, Endogenous 6094. Cocchi, U.: 
Hepatogene osteoporosen, Radiol. clin. 
20: 362-382, Nov., 1951. 


Rickets, Renal 6095. Pathological Case No. 
659—Renal Rickets, Case Reports of 
the Child, Mem. Hosp. Chicago 9: 1987 
1995, Nov., 1951. 


Ringworm 6096. Meenan, F. O. C.: Ring 
worm species in Eire, Irish J. M. Se. 
No. 311; 546-549, Nov., 1951. 


Rubella 6097. Blattner, R. J.: Experimen 
tal rubella in human subjects, J. Pediat. 
39: 785-787, Dee., 1951. 


Scarlet Fever 6098. Hiring, F. O., & Jan- 
son, H. H.: Penicillin-prophylaxe des 
Scharlachs, Arch. Kinderh. 143: 98-103, 
No. 2, 1951. 


6099. Wildfiihr, G.: Zur Frage des 
Scharlach-Virus, Ztschr. Hyg. 133: 248 
252, No. 3, 1951. 


6100. Wildfiihr, G.: Zur Frage der In 
fektidsitit der hautschuppen Scharlach- 
kranker, Ztschr. Hyg. 133: 176-179, No. 


3, 1951. 
Schoenlein-Henoch Syndrome. See Purpura. 


Scleroderma 6101. Ries, H.: Ueber Sklero 
dermie, Vitiligo und Tuberkulose, 
Ztsechr. Kinderh. 70: 125-132, No. 2, 
1951. 


Skull Defects 6102. Usinger, F.: Zur Frage 
der posttraumatischen Spaltbildungen 
am Schidel, Ftschr. geb. Roéntgenstrah- 
len 75: 712-717, Dee., 1951. 


Skull Fracture 6103. Lutz, J.: Ueber kom 
plizierten posttraumatischen Verlauf 
nach Schidelbruch bei 24 Kindern, 
Ztschr. Kinderpsychiat. 18: 189-205, 

Dee., 1951, 
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Skull X-ray 6104. Macaulay, D.: Digital 
markings in radiographs of the skull 
in children, Brit. J. Radiol, 24: 647 
652, Dee., 1951. 


Still’s Disease. See Arthritis, Chronic. 
Streptomycin. See No. 6022. 
Sulfonamides. See No. 5878. 


Tachycardia, Paroxysmal 6105. Edmunds, 
A. W. B.: Paroxysmal tachyeardia in 
infaney, Lancet 2: 1116-1118, Dee. 15, 
1951, 


6106. Nadas, A. S., et al.: Persistent 
ventricular pacemaker following basal 
skull fracture, Am. Heart J. 42: 888 
893, Dec., 1951. 


Teeth 6107. Ast, D. B.: What the physician 
should know about the current status 
of dental caries prophylaxis, New York 
State J. Med. 52: 57-62, Jan. 1, 1952. 


Terramycin. See No, 5936, 5942, 6053, and 
6054. 


Testis, Undescended 6108. Kunstadter, R. 
H.: Technique for the diagnosis of 
undescended testis, J. A. M. A. 148: 
117, Jan. 12, 1952. 


Tetanus 6109. Diaz-Rivera, R. 8S., et al.: 
Management of tetanus. Effect of 
penicillin on Clostridium tetani— in 
vivo, J. A. M. A. 147: 1635-1641, Dee. 
22, 1951. 


Thrombosis, Portal Vein 6110. Kérver, H.. 
& Konig, Harald: Réntgenologische und 
anatomische beobachtungen bei Pforta 
derstenose im Kindesalter, Arch. Kin 
derh. 143: 82-91, No. 2, 1951. 


Toxoplasmosis 6111. Allen, F. A.: Congen 
ital toxoplasmosis: a case in Kansas, 
J. Kansas M. Soe. 52: 577-581, Dee., 
1951. 


6112. Siim, J. Chr.: Aequired toxoplas 
mosis. Report of 7 cases with strongly 
positive serologic reactions, J. A. M. A. 
147: 1641-1645, Dee. 22, 1951. 


6113. Koch, Fr., et al.: Ueber Toxoplas 
mose, Deutsche Ztschr. Nervenh. 166: 
315-348, No. 4, 1951. 


Tracheoesophageal Fistula 6114. Leigh, T. 
F., et al.: Roentgenologic considera 
tions in tracheo-esophageal fistula with- 
out esophageal atresia. With report of 
2 eases, Radiology 57: 871-877, Dec., 
1951. 


Trichobezoar 6115. Fox, M. J., & Stiles, 
F. C.: Trichobezoar. Discussion and 
report of a case, Am. J. Dis. Child, 
82: 717-720, Dee., 1951, 





Ounsted, C., & Small 
Mantoux sensi 
Brit. M. J. 2: 


Tuberculosis 6116. 
peice, V.: \ 
tivity in 
1437-1438, 

6117. 


tomy in the 


note on 
sick children, 


Dee. 15, 1951. 


totelho, G. M., et al.: 
treatment of 


Pneumonee 
tuberculosis 


in children, Dis. Chest. 20: 642-650, 
Dee., 1951. 

6118. Lineoln, E. M., & Wilking, V. N.: 
Specific treatment of children with 


tuberculosis, Am. J. Dis. Child. 82: 


655-665, Dee., 1951. 


Lannon, J., & Katz, J.: 
simple and malignant. dis 
children, South African M, J. 


25: 891-804, Dee. 1, 1951. 


Tumors 6119. 
Continued 


ease of 


Lannon, J., & Katz, J.: 
and malignant disease of 
South African M, .J. 25: 
24, 1951. 


6120. Simple 
children, 


865-869, Nov. 


Reinhardt, K.: Ueber 
und Differen 
tialdiagnose, Ftschr. geb. Rintgenstrah 


len 75: 717 Dee., 1951. 


Tumor, Bone 6121. 


das Osteoid-osteom seine 


720, 
Tumor, Genitalia 6122. Ruch, R. M.: Dys 
tumors of the lower female 


Missouri M,. A, 49: 


ontogenice 
tract, J, 


152. 


yvenital 
17-18, Jan., 


Gros, C. M., & Veillon, A.: De la 
iosensibilité du rhabdomyosarcome 
l’enfant, J. radiol. et éleetrol. 32: 


857-858, No. 9-10, 1951. 


6124. Rabl, R.: 


schen Ganges bei einem Siugling. Ein 


6123. 
rad 


chez 


Careinom des Gartner 


Seitrag zur Entwicklung der _ para 
vaginalen malignen Blastome, Arch. 
Path. Anat. 320: 459-475, No. 5, 1951. 
Tumor, Heart 6125. Solomon. R. D.: Malig 


nant teratoma of the heart, Arch. Path. 
52: 561-568, Dee., 1951. 


Tumor, Larynx 6126. tradburn, I. M.: 
Multiple papilloma of the larynx: a 
preliminary report of four cases treated 
with terramycin, laryngoscope 61: 1105 


1113, Nov., 1951. 


Tumor, Lung 6127. Leigh, T. F., & Thomp- 
son, E. A.: Pulmonary metastatic sar 
coma with associated pneumothorax. 
Report of 2 Am. J. Roentgenol. 


66: 900-902, Dee., 1951. 


causes, 


Tumor, Mediastinum 6128. Hirschfeld, K.: 
Tumours and cysts of the mediastinum. 
Part 2, Australian & New Zealand J. 
Surg. 21: 81-102, Nov., 1951. 
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Heck, W. E., 
The transpalatal 


Tumor, Nasopharyngeal 6129. 
& McNaught, R. C.: 
approach for juvenile fibroma. Case 
report, California Med. 75: 430-431, 
Dec., 1951. 


6130. Finerman, W. B.: Juvenile naso 
pharyngeal angiofibroma in the female, 
Arch. Otolaryng. 54: 620-623, Dee., 1951. 


Tumor, Ovarian. See No. 5882. 


Tumor, Pituitary 6131. Epstein, B. S., & 
Davidoff, L. M.: Advanced atrophy 
and enlargement of the sella turcica 
with destruction of the sphenoid, Am. 
J. Roentgenol. 66: 884-893, Dee., 1951. 


Tumor, Skin 6132. DeWar, R. K., & Baker, 
C. E.: A giant melanotie mole, Canad. 
M. A. J. 65: 590-591, Dee., 1951. 

Tumor, Thymus 6133. Pagani, A.;: Lymph- 
angiom der Thymusdriise im Kindesal 
ter, Schweiz. med. Wehnschr. 81: 1205 
1207, No. 49, 1951. 


Tumor, Uterus 6134. James, Theo: A 
benign polypoid tumour of the cervix 
uteri in a girl three years old, J. Obst 
& Gynaec. Brit. Emp. 58: 762-763, Oct., 


1951. 
Ulcer, Gastric 6135. Goldsberry, J. J.: 
Gastric ulcer in the preschool child. 


Report of a case, New England J. Med. 
245: 844-847, Nov. 29, 1951. 


Urticaria Pigmentosa 6136. Lipschutz, A.., 
& Shaffer, B.: Urticaria Pigmentosa. 
Report of a case of the bullous variety 
in a newborn infant, J. Pediat. 39: 
745-749, Dee., 1951. 

Die thera- 


Vitamins 6137. Ehrengut, W.: 


peutische Anwendung von Pantothen 
siure im Kindesalter, Arch. Kinderh. 
143: 140-147, No. 3, 1951. 
See No. 5995. 
Vitamin B,,. See No. 6076. 


White House Conference 6138. Kaiser, A. 

D.: Mideentury White House Confer 
Children and Youth: health 
aspects, New York State J. Med. 52: 


63-67, Jan. 1, 1952. 


ence on 


Xeroderma Pigmentosum 6139. Brocking- 
ton, W. S., & Postlethwait, R. W.: 
Xeroderma Pigmentosum, Am. Surgeon 
18: 50-57, Jan., 1952, 
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Accidents 6140. MeGovern, J. P.: On the 
epidemiology of accidents in childhood, 
Clin. Proe. Child. Hosp. Wash., D. C. 
7: 302-305, Dee., 1951. 


Acrodynia 6141. Leys, D., & Cameron, K.: 


A psychiatric study of six cases of in 


fantile acrodynia, Brit. M. J. 1: 191- 
193, Jan. 26, 1952. 

ACTH 6142. Downing, J. G.: The use of 
ACTH and cortisone in dermatology, 
New England J. Med. 246: 56-65, Jan. 


10, 1952. 


6143. Quin, J. R., & Wolfson, W. Q.: 
Improved results from individualized 
intensive hormonal treatment in cer- 


tain eye diseases reported to respond 
poorly to ACTH or cortisone, Univ. 
Michigan M. Bull. 18: 1-21, Jan., 1952. 


6144. Lawrence, G. A., Jr.: The value 
of ACTH and cortisone in ocular in- 
flammations, A preliminary report, 


South. M. J. 45: 65-70, Jan., 1952. See 
Nos. 6174, 6409, 6428, 6433, 6435, and 
6438. 


Adolescence 6145. Warren, W.: Inpatient 
treatment of adolescents with psycho- 
logical illnesses, Laneet 1: 147-150, 
Jan. 19, 1952. 


Adoption 6146. Bakwin, R. M., & Bakwin, 
H.: Psychologie aspects of pediatrics. 
Adoption, J. Pediat. 40: 130-134, Jan., 


1952. 


Adrenal Hyperplasia 6147. Munck, W.: 
Pseudo-pylorie stenosis in diffuse hy 
perplasia of the adrenal cortex in in- 
fants, Acta path. et microbiol. Seandi- 
nav. Supp. 91: 24-33, 1951. 

6148. Landing, B. H., & Gold, E.: The 
occurrence and significance of Leydig 
cell proliferation in familial adrenal 


cortical hyperplasia, J. Clin. Endo 
erinol. 11: 1436-1453, Dee., 1951. 
Allergy, Anaphylactic Shock 6149. Clini 


cal Case No, 663—Anaphylactie shock, 
Case Reports Child. Mem. Hosp. Chi 
eago 9: 2007-2008, Dec., 1951, 

See No. 6380. 


Allergy, Drugs. 


Allergy, Food. See No. 6339. 





Allergy, Gastrointestinal 6150. Fries, J. 
H.: Roentgen studies of allergic chil- 
dren with disturbances of the pylorus 
resulting from food sensitivity, J. 
Allergy 23: 39-47, Jan., 1952. 

Amaurotic Idiocy. See No. 6225. 

Anemia 6151. Pierce, M. I.: Management 
of anemia in childhood, Postgrad. Med. 
11: 68-72, Jan., 1952. 


Anemia, Aplastic 6152. 
tic anemia in siblings 
congenital anomalies (the Fanconi 
type), J. Pediat. 40: 24-41, Jan., 1952. 

6153. Gasser, C.: Aplastische aniimie 
(chronische Erythroblastophthise) und 
Cortison, Schweiz. med. Wehnschr. 81: 
1241-1244, Dee., 1951. 


Levy, W.: Aplas- 


with multiple 


Anemia, Hemolytic 6154. Jelliffe, D. B.: 
Acquired hemolytic anemia with hemo- 
globinurea in an African infant, J. 
Trop. Med. 54: 247-249, Dee., 1951. 
See No. 6326. 


Anemia, Hypoplastic (Fanconi Syndrome) 
6155. Silver, H. K., et al.: Fanconi 
syndrome. Multiple congenital anoma- 
lies with hypoplastic anemia, Am. J. 
Dis. Child. 83: 14-25, Jan., 1952. 


Anesthesia 6156. 
in pediatric 
breathing method, 
77-85, Jan., 1952. 


6157. Anderson, S. M.: Use of depres- 
sant and relaxant drugs in infants and 
ehildren, Lancet 2: 965-966, Nov. 24, 
1951, 


6158. Martin, S. J., & Feeney, T. M.: 
Anesthesia in pediatric urology, J. A. 
M. A. 148: 180-183, Jan. 19, 1952. 


Anesthesia, Deaths 6159. Stephen, ©. R.: 
Operating room fatalities in pediatric 
surgery, Anesth. & Analg. 31: 36-44, 
Jan.-Feb., 1952. 


Anomalies, Bladder 6160. Mitchell, A. D., 
& Hardin, ©. A.: Methods of repair- 
ing exstrophy of bladder, Am, Surgeon 
18: 156-159, Feb., 1952. 


Anomalies, Brain 6161. Crome, L.: Con- 
genital hemiatrophy of the brain, Arch. 
Dis. Childhood 26: 608-615, Dee., 1951. 


Stephen, C. R.: Technics 
anesthesia—t he nonre- 
Anesthesiology 13: 














Anomalies, Scalp 6162. 


Congenital defect of the scalp. Report 


of a ease and its treatment, Plast. & 
Reconstruct. Surg. 9: 29-32, Jan., 1952. 
Anomalies, Ureter 6163. Minkowski, A.., 


& Claisse, P.: Valvule urétral congéni 
tale avant 
de l’arbre urinaire, Arch, Frane. pediat. 
8: 840-842, No. 8, 1951. 

6164. Au sujet de la présen 
tation de piéce de 
postérieur, par le Dr. Minkowski, Arch. 
Franc. pédiat. 8: 842-844, No. 8, 1951. 

6165. Swenson, O., et al: A new con 
cept of the etiology of megaloureters, 
New England J, Med. 246: 41-46, Jan. 


10, 1952. 


Lauret, G.: 


Anomalies, Urethra 6166. Parrott, R. H.: 


Congenital urethral valve with appar 
ent ascites, Clin. Proe, Child. Hosp. 
Wash., D. CC. 7: 309-313, Dee., 1951. 

Anoxia 6167. Symposium—Anoxia in the 
newborn, Lancet as 06-97, Jan. 12, 
1952. 


Anthrax, Cutaneous. See No. 6190. 
Antibiotics 6168. Martischnig, F.: Die 
Bedeutung von Aureomyein und Chloro 
mveetin in der Pidiatrie, Wien. klin. 
Wehnsehr. 63: 947-948, Dee. 14, 1951. 
6169. Meleney, F. L., et al.: The im 
portance of laboratory data in the 
treatment of surgical infections by 
antibiotics. With particular 
to the synergistic action of penicillin 
and bacitracin, J. Mt. Sinai Hosp. 18: 


257-5 1952. 


reference 


273, Jan.-Feb., 


See Nos. 6301, 6330, 6332, 6384, and 
6467. 
Aphasia 6170. van Gelder, D. W., et al.: 


Congenital and infantile aphasia, Pe« 


atries 9: 48-54, Jan., 1952. 


Appendicitis 6171. 
pendicitis in childhood, M. J. 
2: 804-813, Dee. 15, 1951. 
See No. 6307. 

Ascorbic Acid. See No. 6340. 

Aspiration, Accidental 6172. Peiper, A., 
& Thomas, H.: Die Aspiration, Mon 
atsehr. Kinderh. 99: 377-382, Oect., 1951. 


Asthma 6173. Kempton, J. J.: Asthma in 
childhood, J. Roy. Inst. Pub. Health & 
Hyg. 15: 9-16, Jan., 1952. 

6174. Franklin, Wm., et al.: Clinical 
studies with cortisone by mouth, corti 

ACTH in the 

Allergy 23: 27- 


1: 
il 


Stuckey, E. S.: Ap 
Australia 


sone by injection, and 
treatment of asthma, J. 


31, Jan., 1952. 


Aureomycin 6175. Tillotson, I. G., & Osea 
sohn, R. O.: The treatment of primary 
atypical pneumonia—the need for con 
trols in the evaluation of aureomycin 
therapy, Ohio State M. .J. 48: 32-33, 


Jan., 1952. 





Current Pediatric 





van Eycken, FE. J.: 


eausé une dilatation géante 


valvules de ]’urétre 








References 


6176. Breese, B. B.: 
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path. et microbiol. Seandinay. 29: 379 
385, No. 4, 1951. 


Meningitis, Meningococcus 6332. Petit, R.., 
& Saintes, M. J.: Deux cas de ménin 
gite & méningocoques chez des jumeaux 
prématurés, Acta paediat. belg. 5: 249 
254, No. 4, 1951. 

6333. Ross, A. T.: Meningocoecic men 
ingitis. Ineidence of residua following 
serum, sulfonamide, and sulfonamide 
penicillin therapy, Arch. Neurol. & 
Psychiat. 67: 89-102, Jan., 1952. 


Meningitis, Pseudomonas 6334. Ditkowsky, 


S., et al.: Pseudomonas meningitis in 
an infant successfully treated with 
neomycin, Pediatrics 9: 101-104, Jan., 


1952. 


Meningitis, Tuberculous 6335. Debré, R.: 


The prognosis of tuberculous menin 
gitis, Am. Rev. Tubere. 65: 168-180, 
Feb., 1952. 

6336. Jamieson, S. R.: Tuberculous men- 


ingitis. Treatment with streptomycin 
and para-aminosalicylie acid, Brit. M. 
J. 1: 83-85, Jan. 12, 1952. 

Meningocele, Sacral 6337. 


Anterior sacral meningocele, 
58: 104-108, Jan., 1952. 


Mental Deficiency 6338, Cohen, 
problem of the mentally 
child, California Med. 76: 
1952. 

Milk 6339. 
tional quality 
fied to reduce 
atrics 9: 89-93, Jan., 


Calihan, R. J.: 
Radiology 


P.: The 
defective 
34-37, Jan., 


Tomarelli, R. M., et al.: Nutri 
of milk thermally modi 
allergie reaction, Pedi- 


1952. 


6340. Holmes, A. D.: Stability of As 
ecorbie acid in milk at different stages 
of processing, J. Pediat. 40: 91-95, 


Jan., 1952. 
Milkman’s Syndrome 6341. Kirchhoff, H. 
W.: Ueber das sogenannte ‘‘ Milkman 
Syndrom’’ im Friihen Siiuglingsalter, 
Fortschr. geb, Rintgenstrahlen 76: 90 
96, Jan., 1952. 
Mongolism 6342. 


significance of 


Wallis, H. R. E.: The 
' Brushfield’s spots in 
the diagnosis of mongolism in infancy, 
Arch. Dis. Childhood 26: 495-500, Dee., 
1951. 
6343. Spencer, R., & Rogerson, M. M.: 
Perforated peptic ulcer in a mongoloid 
infant associated with congenital 
diaphragmatic hernia, Arch. Dis. Child 
hood 26: 566 569, Deec.., 1951. 


References 


6344. Kirman, B. H.: Epilepsy in mon 
golism, Arch. Dis. Childhood 26: 501 
503, Dee., 1951. 

See No. 6303. 

Mortality, Infant 6345. Torrey, W. E., 
Jr.: Vasa previa, Am. J. Obst. & 
Gynee. 63: 146-152, Jan., 1952. 


6346. Schoenvogel, O. F., 
botham, W. H.: Stillbirths and 
natal deaths. A_ three-year survey, 
Am. J. Obst. & Gynee. 63: 41-53, Jan., 
1952. 

6347. Zarou, G. S.: 
hundred consecutive cesarean 
Am. J. Obst. & Gynee. 63: 
Jan., 1952, 


Mount & Reback’s Syndrome. 


Jr., & Higgin 


neo 


An analysis of four 
sections, 
122 128 


See 6193. 


Mumps 6348. Nickerson, G., & Worden, E. 
M.: Chloromycetin in the treatment 
of mumps, Canad. M. A. J. 66: 17-18, 


Jan., 1952. 

Muscular Dystrophy 6349. 
Therapeutische Erfahrungen bei der 
Behandlung der Erbschen Dystrophia 
museculorum progressiva mit 
pherylphosphat und Inosit, Deutsche 


Beckmann, R.: 


Toco 


Ztschr. Nervenh. 167: 16-30, No. 1, 
1951. 
6350. Roche, M., et al.: Origin of uri 


nary creatine in progressive muscular 
dystrophy, Metabolism 1: 13-19, Jan., 


1952. 

Neomycin. See No. 6334. 

Nephritis 6351. Fischel, E. E., & Gajdusek, 
D. C.: Serum complement in acute 
glomerulonephritis and other renal 
disease, Am. J. Med. 12: 190-196, Feb., 
1952. 

Newborn 6352. Finer, M. J.: Patterns of 
respiration in the newborn. A sugges 


tion for the training of residents, 
Anesthesiology 13: 114-115, Jan., 1952. 
6353. Hytten, F. E.: Observations on 


the vitality of the newborn, Arch. Dis. 


Childhood 26: 477-486, Dee., 1951. 
6354. Thomson, J.: The volume and 
acidity of the gastric contents in the 


Arch. Dis. Child 
1951, 


unfed newborn infant, 
hood 26: 558-565, Dee.., 


6355. Brown, R. J. K., & Smith, S. R. 
N.: Gangrene of the forearm in the 
Newborn, Arch. Dis. Childhood 26: 


574-577, Dee., 1951. 
6356. Ludlam, G. B.: The incidence and 
probable significance of pharyngeal in 
clusion bodies, with special reference 
to their presence in newborn infants, 
J. Path. & Bact. 63: 687-693, Oct., 1951. 
6357. Man, FE. B., et 


tractable iodine in 


Butanol-ex 
serum of in- 


al.: 
the 


fants, Pediatrics 9: 32-37, Jan., 1952. 
6358. Gittleman, I. F., & Pineus, J. B.: 


levels in 
38-43, 


citrie acid 
Pediatries 9: 


Blood sugar and 
newborn infants, 
Jan., 1952. 
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6359. Bryce-Smith, R.: 
blade for infants, Brit. M. J. 1: 
Jan. 26, 1952. 


6360. Jakobsen, A. H. L: 


A laryngoscope 
217, 


The influence 


of oestrogenic hormones on the pros- 
tate, Acta path. et microbiol. Scan- 


dinav. 29: 419-425, No, 4, 1951. 

6361. Stevenson, S. S., & Erhard, L. H.: 
Early clamping of the umbilical cord 
during cesarean section, J. Pediat. 40: 
64-70, Jan., 1952. 

6362. Kaiser, I. H.: A maternal syn- 
drome associated with isoimmunization 
and fetal death in utero, Minnesota 
Med. 35: 25-27, Jan., 1952. 


6363. Symposium—Management of the 
newborn and premature infant, Pedi- 
atries 9: 115-123, Jan., 1952. 

6364. Bastiaanse, M. A., van B., & Sin- 
dram, I. S.: Diabetes and pregnancy, 
J. Obst. & Gynaec. Brit. Emp. 58: 996- 
1002, Dee., 1951. 

6365. Ostry, E. I.: Instrument for gas 
tro-intestinal administration of oxygen 
in asphyxia of newborn, J. Obst. & 
Gynaec. Brit. Emp. 58: 1034, Dec., 
1951. 

See Nos. 6167, 6178, 
6436, 6438, and 6439. 


6196, 6215, 6244, 


Niemann-Pick Disease 6366. Crocco, G.: 
Su di un caso di malattia di Niemann- 
Pick observazioni su talune particolar- 
ita della citomorfologia midollare, 
Pediatria 59: 710-725, No. 9-10, 1951. 


Obesity 6367. Macaulay, D.: Obesity in a 
child, Arch. Dis. Childhood 26: 539-542, 
Dec., 1951. 


Omphalocele 6368. 
Omphalocele without a_ sae, 
Surg. 83: 240-241, Feb., 1952. 


Omphalomesenteric Duct 6369. Kate, J. 
T.: Open omphalomesenteric duet, 
Arch. chir. neerl. 3: 305-314, No. 4, 
1951. 

See No. 6306. 


Osteoarthritis 6370. Horwitz, T.: De 
generative osteoarthritis of the hip 
joint, Am. J. Roentgenol. 67: 95-102, 
Jan., 1952. 

Osteochondritis 6371. Bernheim, M., et al.: 
Pseudo-paralysie de la main par ostéo- 
chondrite infectieuse (para B) chez un 
nourrisson de quinze jours, Pediatrie 
40: 1010-1013, No. 7, 1951. 

Osteomalacia, See No. 6341. 

Otitis Media 6372. Dysart, B. R.: Otitis 
media and complications, Arch, Oto 
laryng. 55: 70-84, Jan., 1952. 

Oxygen Therapy 6373. Segal, M. S., & 
Herschfus, J. A.: Oxygen therapy. 
Description of a new face tent, Bull. 
New England M. Center 13: 244-251, 


Haug, C., et al.: 
Am. J. 


Dee., 1951. 
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Oxyuriasis 6374. Killingsworth, W. P., et 
al.: Treatment of pinworms (oxyuri- 

clinical evaluation based on 
1,005 cases, Texas State J. Med, 48: 
27-32, Jan., 1952. 

6375. 
ment of enterobiasis 
base, Antibiotics & 
588-593, Dee., 1951. 

Pain Indifference, Congenital 6376. 
posium—Congenital indifference to 
pain, Brit. M. J. 1: 144 only, Jan. 19, 


1952. 


asis); 


Loughlin, E. H., et al.: The treat- 
with terramycin 
Chemotherapy 1: 


Sym- 


Pancreas, Fibrocystic Disease 6377. Emery, 
J. L.: The relationship of cystie le- 
sions of the acini of the pancreas to 
age, cause of death, and fibrocystie dis- 
ease in children, Arch. Dis, Childhood 
26: 570-573, Dee., 1951. 


Paralysis, Juvenile Progressive 6378. Rug- 
geri, R.: -aralisi progressiva dell’in- 
fanzia, Pediatria 59: 621-633, No. 9-10, 
1951. 

Parasites, Intestinal 6379. Beaver, P. C., 
et al: Chronic eosinophilia due to 
visceral larva migrans, Pediatrics 9: 
7-19, Jan., 1952. 

Penicillin 6380. 


Lindemayr, W.: Zur 


Frage der _ Penicilliniiberempfindlich- 
keit, Arch. Dermat. u. Syph. 193: 325- 
339, No. 4, 1951. 


See No. 6333. 


Pericardial Effusion 6381. Levy, L., et al.: 
Angiocardiographie confirmation of 
pericardial effusion, Am. Heart J. 43: 
59-66, Jan., 1952. 


Peritonitis 6382. Rutenburg, A. M., et al.: 
Aureomycin in the treatment of diffuse 
peritonitis, New England J. Med, 246: 
52-54, Jan. 10, 1952. 

Pertussis 6383. Bogdan, A.: Control of 
pertussis in day-nursery contacts with 
chloramphenicol, Lancet 2: 1204-1205, 
Dec, 29, 1951. 

6384. Rott, R.: Erste klinische Erfahr- 
ungen mit der Streptomycin und Aureo- 
mycin-behandlung des Keuchhustens, 
Monatschr. Kinderh. 99: 366-369, Oct., 
1951. 

6385. Hedlund, P., & Mossberg, H. O.: 
Chloromycetin in pertussis, Seandinav. 
J. Clin. & Lab. Invest. 3: 267-272, No. 
4, 1951. 

6386. Eldering, G., & Kendrick, P. L.: 
Incidence of parapertussis in the Grand 
Rapids area as indicated by 16 years’ 


experience with diagnostic cultures, 
Am. J. Pub. Health 42: 27-31, Jan., 
1952. 

6387. Cathala, J., & Jupeau, M.: Le 


traitment de la coqueluche par les vols 
therapeutiques du par le passage dans 
des chambres de decompression, Nour 
risson 39: 192-200, Sept.-Oct., 1951. 
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Phenylketonuria 6388. Woolf, L. LL, & 
Vulliamy, D. G.: Phenylketonuria with 
a study of the effect upon it of glu 
tamic acid, Arch. Dis, Childhood 26: 
187-494, Dee., 1951. 

Phlebectasia, Internal Jugular 6389. Ger 
wig, W. H.: Internal jugular phlebee 
tasia, Ann. Surg. 135: 130-133, Jan., 


1952, 
Phlyctenular Ophthalmia 6390. Sorsby, A., 
et al.: Streptomycin in ophthalmology, 


Brit. M. J. 1: 119-123, Jan. 19, 1952. 
Phrenic Nerve Injury. See No. 6215. 
Pityriasis Rosea 6391. Perlman, H. H., & 


Lubowe, I. L.: Pityriasis rosea in chil 
dren, J. Pediat. 40: 109-129, Jan., 1952. 

Pleurodynia 6392. Lazarus, A. S., et al.: 
An outbreak of epidemic pleurodynia 
with special reference to the laboratory 
diagnosis of Coxsackie virus infections, 
Am. J. Pub. Health 42: 20-26, Jan., 
152. 

Pneumonia, Atypical 6393. Macaulay, D.: 
The diagnosis of virus pneumonia in in 
fants and children, Arch. Dis. Child 
hood 26: 601-607, Dee., 1951. 

See No. 6175. 

Pneumothorax 6394. Frank, K., & Kollar, 
D.: Beiderseitiger Spontanpneumo 
thorax bei einem Siugling nach Fremd 
kérperaspiration und  Tracheotomie, 
Arch. Kinderh. 143: 195-198, No. 4, 
1951. 

Poisoning, Ferrous Sulfate 6395. Duffy, T. 
I & Diehl, A. M.: Ferrous sulfate 
poisoning. Report of 3 cases, J. Pediat. 
40: 1-5, Jan., 1952. 

6396. Swift, S. C., et al.: Ferrous sul 
fate poisoning. Report of a fatal case, 
J. Pediat. 40: 6-10, Jan., 1952. 

Poisoning, Kerosene 6397. Chun, L. T.: 
Accidental poisoning in children. With 
special reference to kerosene poisoning, 


Hawaii M. J. 11: 83-87, Nov.-Dec., 


1951 
Poisoning, Nitrates 6398. Deltombe, .J., et 
al.: A propos d’un cas de methemo 


globinemie due a l’ingestion d’eau de 


puits, Pediatrie 40: 961-967, No. 7, 


151. 

Poisoning, Potassium Bromate 6399. Knap 
penberger, R. C.: Potassium bromate 
poisoning, J. Pediat. 40: 105-108, Jan., 
152. 


Poliomyelitis 6400. Lieben, J.: Prophylac 
tic immunization and poliomyelitis, Am. 

J. Dis, Child. 83: 8-13, Jan., 1952. 
6401. Hoberman, M.: After-care for 
the poliomyelitis patient, New York 
State J. Med. 52: 323-326, Feb. 1, 1952. 
6402. Sédallian, P., et al.: Le gonflement 
sus-hyoidien inspiratoire dans la polio 
mvélite, Presse méd. 60: 1-2, Jan. 5, 


1952. 








LA pea, 


6403. Dawson, K. E., et al.: Acute poli e 
myelitis. Differential diagnosis 
409 revised diagnoses, J. Pediat. 40: 7 
84, Jan., 1952. 

6404. Giraud, P., et al.: Une épidémi 
de poliomyelite en collectivé fermé 
Arch. frang. pédiat. 8: 813-821, No. § 
1951. 

6405. Green, W.: Importance of rest i: 
the treatment of early convalescen 
poliomyelitis, Am. J. Dis. Child. 83 
4-7, Jan., 1952. 

6406. Simmons, M. W.: Poliomyelitis 
and the laryngologist, Arch. Otolaryng. 
55: 55-60, Jan., 1952. 

6407. tjrown, G. C., et al.: Studies of 
the distribution of poliomyelitis virus 
6. In a small community in an epi 
demie area, Am. J. Hyg. 55: 49-54, 
Jan., 1952. 

Poliosis 6408. Gilman, R. L., & Perlman, 
H. H.: Poliosis, J. Pediat, 40: 101-104, 


Jan., 1952. 


Polymyxin. See No. 6415. 

Polyneuritis, Infectious 6409. Seltzer, H. 
S., et al: <A ease of the Guillain 
Barré syndrome (infectious polyneuro 
nitis) with apparent response to ACTH, 
Univ. Michigan M. Bull. 18: 27-31, 
Jan., 1952. 

6410. Schaltenbrand, G., & Steger, J.: 
Serise Polyneuritis und hepatorenales 
Syndrom, Deutsches Arch, klin. Med 
198: 673 685, No. 6, 1951. 

Porphyria 6411. Bafti, V., & De Siena, L.: 
Su di un easo di ‘‘porfiria acute idio 
patica’’ in una bambina di 8 anni, 
Pediatria 59: 726-735, No. 9-10, 1951. 

Prematurity 6412. Schachter, M., & Cotte, 
Ss Contribution a l’étude du dével 
oppement mental des prématurés, Pedi 
atrie 40: 955-960, No. 7, 1951. 

6413. Wallace, H. M., et al.: Factors to 
be considered in planning a premature 
center, Am. J. Dis. Child. 83: 54-64, 
Jan., 1952. 

6414. Snelling, C. E., & Johnson, R.: 
The value of aureomycin in prevention 
of cross infection in the hospital for 
sick children, Canad. M. A. J. 66: 6-8, 
Jan., 1952. 

See No. 6363. 

Pseudomonas Infection 6415. Jawetz, E.: 
Infections with Pseudomonas aerugin 
osa treated with polymyxin B, Arch. 
Int. Med. 89: 90-98, Jan., 1952. 


Psychiatry 6416. Symposium—Ernest 
Harms, et al.: Pediatrics and child 
psychiatry, Nerv. Child. 9: 222-281, 
No. 3, 1952. 

6417. Levy, D. M.: Critical evaluation 
of the present state of child psychiatry, 
Am. J. Psychiat. 108: 481-494, Jan., 


1952. 
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6418. Banham, K. M.: Obstinate chil- 
dren are adaptable, Ment. Hyg. 36: 
84-89, Jan., 1952. 

See No. 6146. 


Psychiatry, Technique 6419. Bender, Lau- 
rette: Child psychiatric techniques, 
Charles C Thomas, Publisher, Spring- 
field, Il., 1951, 335 pp. 


Puberty, Precocious 6420. Lange-Cosack, 
H.: Verschiedene Gruppen der hypo- 
thalamischen Pubertas praecox, 
Deutsche Ztschr. Nervenh. 166: 499- 
545, No. 6, 1951. 


Purpura, Thrombocytopenic 6421. Stefa- 
nini, M., et al.: 2. The effect of trans- 
fusion of platelet-rich polycythemic 
blood on the platelets and hemostatic 
function in ‘‘idiopathic’’ and ‘‘secon 
dary’’ thrombocytopenic purpura, 
Blood 7: 53-76, Jan., 1952. 

6422. Lorenz, E., & Quaiser, K.: Zur 
Therapie des Morbus’ werlhof beim 
Kinde, Wien. klin, Wehnschr. 64: 8-15, 
Jan. 4, 1952. 


Pyloric Stenosis 6423. Rath, K.: Ueber 
das Elektrodermatogramm der hyper 
trophischen pylorusstenose, Arch. Kin 
derh. 143: 174-179, No. 4, 1951. 

6424. McKeown, T., et al.: The inei 
dence of congenital pyloric stenosis re 
lated to birth rank and maternal age, 
Ann. Eugenies 16: 249-259, Dee., 1951. 
See No. 6147. 

Pylorospasm 6425. Weiss, K.: Ueber die 
Beziehung des pathologischen QT-Ver- 
laufs beim Pylorospasmus zur Hypo- 
chloriimie, Monatschr. Kinderh. 99: 
369-374, Oet., 1951. 

Reflexes 6426. Ebbecke, U.: Reflexe der 
ersten Lebenzeit, Monatschr. Kinderh. 
99: 401-408, Nov., 1951. 


Renal Agenesia 6427. Levin, H.: Bilateral 
renal agenesia, J. Urol. 67: 86-91, Jan., 
1952. 

Respiratory Infections. See No. 6469. 

Reticuloendotheliosis. See Letterer-Niwe 


disease. 

Retrolental Fibroplasia 6428, Lanman, J. 
a Oe. ee Adrenocorticotropic hor 
mone in the therapy of retrolental 
fibroplasia, Pediatries 9: 27-31, Jan., 
1952. 

6429. Schinenberg, H., & Remky, H.: 
Zur retrolentalen Fibroplasie, Mon 
atschr. Kinderh. 99: 374-377, Oct., 1951. 


Rheumatic Diseases 6430. Adams, F. H.: 
Present status of ACTH and cortisone 
in rheumatic fever, Journal-Lancet 72: 
11-12, Jan., 1952. 
6431. Griffith, G.: The modern treat- 
ment of rheumatic fever, M. Press. 
227: 52-55, Jan, 16, 1952. 


6432. Brown, E. E.: Cause of rheumatic 
fever—chroniec sinusitis, Arch. Pediat. 
68: 565-576, Dee., 1951. 

6433. Hench, P. 8.: The reversibility of 
certain rheumatic and nonrheumatic 
conditions by the use of cortisone ‘or of 
the pituitary adrenocorticotropic hor- 
mone, Ann, Int. Med. 36: 1-38, Jan., 
1952. 

Rheumatic Fever 6434. Joos, H. A., & Kat- 
sampes, C. P.: A community study of 
rheumatie fever, Am, J. Dis. Child. 83: 
37-51, Jan., 1952. 


Rheumatoid Arthritis 6435. Debré, R., et 
al.: Maladie de Still traitée par 
1’A.C.T.H. et la cortisone (6 eas), 
Arch. frang. pédiat. 8: 868-871, No. 8, 
1951. 


Rooming-in 6436. Richardson, F. H.: 
Rooming in: modern medicine goes old 
fashioned, South. M. J. 45: 131-137, 
Feb., 1952. 

Scarlet Fever 6437. Lootzke, M.: Erfahr 
ungen mit der Scharlachschutzimpfung 
bei der Bekiimpfung von Ketteninfek 
tionen in Kinderheim, Monatschr. Kin- 
derh. 99: 430-432, Nov., 1951. 


Sclerema Neonatorum 6438. Kendall, N., 
& Ledis, S.: Selerema neonatorum sue- 
cessfully treated with corticotropin 
(ACTH), Am. J. Dis. Child. 83: 52-53, 
Jan., 1952. 

6439. Grotts, B. F.: Seclerema neona 
torum, Arch. Pediat. 68: 585-588, Dec., 
1951. 

Sinobronchitis 6440. Schenck, S. G., & 
Seldowitz, M.: Sinobronchitis in chil- 
dren, Am. J. Roentgenol. 67: 240-258, 
Feb., 1952. 

Speech 6441. Brown, S. F.: Speech dis- 
orders in children, Postgrad. Med. 11: 
65-68, Jan., 1952. 

Spina Bifida 6442. Fisher, R. G., et al.: 
Spina bifida and eranium bifidum: 
study of 530 cases, Proc. Staff Meet., 
Mayo Clinie 27: 33-38, Jan. 16, 1952. 

Sporotrichosis, Eye 6443. McGrath, H., & 
Singer, J. I: Ocular Sporotrichosis. 
Additional references to the Literature 
and report of a case, Am. J. Ophth. 
35: 102-105, Jan., 1952. 

Streptococcal Infections. See No. 6176. 

Streptomycin 6444. Debré, R., & Mozzico- 
nacci, P.: Traitement par la strepto- 
myecine des infections a germes gram 
négatifs du nourrisson, Arch. franc. 
pédiat. 8: 789-812, No. 8, 1951. 

See Nos. 6331, 6336, and 6390. 

Sturge-Weber Syndrome. See Cerebral An 
giomatosis. 

Subdural Abscess 6445. Debré, R., et al.: 
Epanchements sous-duraux au cours de 
méningites suppurées, Arch. franc. 
pédiat. 8: 880-886, No. 8, 1951. 
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Subluxation, Radius 6446. Kanter, A. J., 
& Bruton, O. C.: Subluxation of the 
head of the radius, Am. Pract. 3: 39- 
42, Jan., 1952. 


Sulfonamide. See No. 6333. 
Syphilis. See No. 6311. 


Teeth 6447. Mellanby, M.. & Mellanby, 
H.: Dental disease among 14-year-old 
London school-children in 1947 and 
1950, Brit. M. J. 1: 7-13, Jan. 5, 1952. 


6448. Stafne, KE. C.: Dental roentgeno 
logic manifestations of systemic dis 
ease, Radiology 58: 9-22, Jan., 1952. 


Terramycin. See No. 6375. 


Tetanus 6449. ‘Christensen, N. A., et al.: 
Cortisone in the treatment of tetanus: 
report of ease, Proce. Staff Meet., Mayo 
(linie 27: 28-32, Jan. 16, 1952. 


> 


Thrombopathy 6450. JJiirgens, R., & For 


sius, H.: Untersuchungen iiber die 
konstitutionelle Thrombopathie (v. 
Willebrand-.Jiirgens auf den Aland 


sinseln, Sehweiz. med. Wehnschr. 81: 
1248-1253, Dee. 15, 1951. 


Veslot, J., & Wallon, D.: 
nourrisson, Syn 


Toxicosis 6451. 
Cryoscopie chez le 
drome d’hypertonie plasmatique, Nour 
risson 39: 205-218, Sept.-Oct., 1951. 


Tuberculosis 6452. Wolman, B.: The inci 
dence of tuberculosis in school chil 
dren, Brit. J. Tubere. 46: 24-29, Jan., 
1952. 

6453. Levin, B. M., et al.: Gamma 
globulin studies in tuberculosis in chil 
dren, Am. J. Dis. Child. 83: 26-36, Jan., 
1952. 

6454. Puffer, R. R., et al.: Tuberculous 
attack and death rates of household 
associates, Am. Rev. Tubere. 65: 111 
27, Feb., 1952. 

6455. Jeune, M., et al.: Sur la radio 
thérapie médiastinale dans le traite 
ment de la primo-infeetion tuberculeuse 
de l’enfant, Pediatrie 40: 937-953, No. 
7, 1951. 

6456. Ross, (. A.: Pulmonary resection 
for tuberculosis in children, Thorax 6: 


y= 


375-388, Dee., 1951. 


6457. Kélitz, E.: Bisherige Erfahrun 
gen vergleichender klinischer Priifung 
von Alt-tuberkulin und ‘‘Gereinigtem 
Tuberkulin (Hoechst Arch. Kinderh. 


143: 163-174, No. 4, 1951. 
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Tuberous Sclerosis 6458. Holt, J. F 
Dickerson, W. W.: The osseous les 
of tuberous sclerosis, Radiology 58: 
8, Jan., 1952. 


Tumors 6459. Murphy, W. T., & Berens, 
L.: Late sequelae following canc 
cidal irradiation in children. A rep 
of three cases, Radiology 58: 35-4 
Jan., 1952. 


Tumor, Bone 6460. Christiaens, L., et 
Ostéose cancéruse généralisée mét: 
tatique de sympathoblastome chez 
enfant de 14 mois, Arch. frane. pédi: 
8: 849-855, No. 8, 1951. 


Tumor, Brain 6461. Peyser, E., & Bell 

J.: Brain tumors in two brother 

Acta med, orient. 10: 229-232, Oct 
1951. 


Tumor, Eye 6462. Sanders, T. E.: Pseud 
glioma. A elinicopathologie study 
15 cases; I. Introduction, Am. J. Opht! 
35: 61-66, Jan., 1952. 


Tumor, Kidney 6463. White, M.: Ren: 
tumours in children, Brit. J. Urol. 23 
357-359, Dee., 1951. 

6464. Brown, J. J. M.: Nephroblastoma 
Brit. J. Urol. 23: 358-360, Dee., 1951. 


Tumor, Trachea 6465. Rutherford, Il. M 
& Sutherland, A. W.: Tracheal ol 
struction in infancy due to an angiom: 
New Zealand M. J. 50: 570-571, De 
1951. 


Urinalysis, Methods of Collecting for 6466 


Black, J. A.: Further technical pro! 
lems in metabolic investigations 
childhood, Arch. Dis. Childhood 2¢ 
618-621, Dee., 1951. 


Urinary Tract Infection 6467. 
S., et al: 
of urinary tract infections, J. A. M. 
148: 165-170, Jan. 19, 1952. 


Vasa Previa. See No. 6345. 
Vegetative Nervous System. See No. 624) 
Vomiting 6468. Wood, B. 8. B.: Unde 


feeding as a factor in infantile vomit 
ing, Laneet 1: 28-30, Jan. 5, 1952. 


Wetting Agents 6469. Hall, G. C., Jr 
Use of wetting agents in the trea 
ment of respiratory infections of 
fants, Am. J. Dis. Child, 83: 1-3, Jat 


1952. 


Willebrand-Jiirgens Disease. See No. 645 
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Abdominal Pain 6470. Conway, D. J.: A 
study of abdominal pain in childhood, 
Great Ormond Street J. No. 2: 99-109, 
Dec., 1951. 


Abscess, Brain 6471. Gluck, R., et al.: 
Brain abscess associated with congen 
ital heart disease, Pediatrics 9: 192 
203, Feb., 1952. 


Accidents 6472. Symposium—Prevention 
of accidents in childhood, Pediatrics 
9: 237-242, Feb., 1952. 


See No. 6523. 


Acne 6473. Brunsting, H. A.: Hidradenitis 
and other variants of acne, Arch. Der 
mat. & Syph. 65: 303-315, Mar., 1952. 


L.: Subacute mercury poisoning 
(acrodynia) caused by protiodide of 
mercury. Successful treatment with 
BAL, J. Pediat. 40: 143-151, Feb., 1952. 


6475. Wiedemann, H. R.: Anwendung 
der ‘‘Liquorpumpe’’ bei Feerscher 
Krankheit, Helvet. paediat. acta 6: 
518-522, Dee., 1951. 

6476. Peluffo, E.. & DeMilies, R. G.: 
Acrodinia, Arch. Pediat. Uruguay 22: 
755-768, Oct., 1951. 

6477. Laplane, R., et al.: Acrodynie et 
mereure, Nourrisson 39: 235-247, Nov. 
Dee., 1951. 


ACTH 6478. Wilson, R., & Rowe, R.: Some 
special problems in the use of ACTH 
and cortisone therapy in children, J. 
Pediat. 40: 164-171, Feb., 1952. 

See Nos. 6730 and 6734. 


Acrodynia 6474, Fischer, A. E., & Hodes, 
H. 


Actinomycosis 6479. Davies, D. F.: Para 


laryngeal actinomycosis in a_ child, 


Brit. M. J. 1: 363, Feb. 16, 1952. 
Adenoids. See No. 6745. 


\dolescence 6480. Swearingen, R. G.: 
Menstrual disorders. 1. During adoles 


cence, Texas State J. Med. 48: 65-68, 


Feb., 1952. 


6481. Moore, R. E., & Gibson-Williams, 
M. G.: The vital capacity and maxi- 
mum breathing capacity of adolescent 

9. 


boys, Great Ormond Street J. No, 2: 
137-146, Dee., 1951. 


Adrenal 6482. Raybaud, A., & Bréchet: 
L’exploration fonetionnelle du cortex 
surrénal au cours de certaines toxicoses 
du nourrisson, Pediatrie 41: 102-107, 
No. 1, 1952. 


Adrenal Hyperplasia 6483. Gardner, L. I., 
& Migeon, C. J.: Le diagnostic des 
tumeurs virilisantes du cortex surrén 
alien: effet de la cortisone sur les 
stéroides urinaires et utilisation d’une 
méthode colorimétrique pour le dosage 
de la déhydroisoandrostérone, Helvet. 
paediat. acta 6: 465-474, Dec., 1951. 


Alkalosis. See No. 6695. 


Allergy 6484. Ratner, B., & Untracht, 8.: 
Egg allergy in children. Incidence and 
evaluation in relation to chick-embryo 
propagated vaccines, Am. J. Dis. Child. 

83: 309-316, March, 1952. 


Amaurotic Family Idiocy 6485. Bocelli, V., 
& Tapiola, E.: Idiocia amaurotica 
familiar, Semana méd. 59: 74-76, Jan. 


17, 1952. 


Anemia, Hypochromic 6486. Hagberg, B.: 
Intravenous iron therapy in pediatrics, 
Acta paediat. 40: 519-540, Nov., 1951. 


Mediterranean 6487. Schwarz 


Anemia, 
Anomalies héréditaires du 


Tiene, E.: 
désordre hématique dans |l’anémie médi 
terranéenne de Cooley, Sang 22: 713 
719, No, 9, 1951. 


Anemia, Megoblastic 6488. Najman, F., & 
Brausil, B.: Magaloblastische Animie 
mit Relapsen ohne Achylia gastrica im 


Kindesalter, Ann. paediat. 178: 47-59, 


Jan., 1952. 


Anemia, Sickle-Cell 6489. Etteldorf, J. N., 


et al.: Renal function studies in pedi 


atrics, Am. J. Dis. Child. 83: 185-191, 


Feb., 1952. 


Haglund, G.: The semi 


Anesthesia 6490. 


open technics in pediatric anesthesia, 
Acta chir. Seandinayv. 102: 374-377, No. 


5, 1952. 


6491. Marion, G.: Sur les accidents de 
la novocaine intra-veineuse, Pediatrie 


41: 92-94, No. 1, 1952. 








Angiomatosis 6492. Neimann, N.. & Gri 
maud, R.: Angiomatose diffuse intéres 


sant le visage, le cou, le thorax et le 


médiastin. Guérison par la _ radio 


thérapie, Arch. frang. pediat. 9: 87-89, 


No. 1, 1952. 


Anomalies 6493. Waardenburg, P. J.: A 
new syndrome combining developmental 
anomalies of the eyelids, eyebrows and 


nose root with pigmentary defects of 


the iris and head hair and with con 
genital deafness, Am, J. Human Genet. 
3: 195-253, Sept., 1951. 

6494. Biik, J. A.: The incidence of con 
genital diseases and defects in a south 
Swedish population, Acta Genetica et 
Statistica Medica 2: 289-311, No. 4, 
1951. 

Anomalies, Anorectal 6495. Bacon, H. E., 
& Sherman, L. F.: Surgical manage 
ment of congenital malformations of 
the anus and rectum, Arch. Surg. 64: 
331-344, March, 1952. 


Anomalies, Ectodermal 6496. Osbourn, R. 
A.: Congenital ectodermal defect with 
amastia, J. A. M, A. 148: 644-645, Feb. 
23, 1952. 

Anomalies, Eye 6497. Stansbury, J. R.: 
Moebius’s syndrome. Congenital oculo 
facial paralysis, Am. J. Ophth. 35: 256 
261, Feb., 1952. 

Anomalies, Face 6498. Cohen, H. J., & 
Witchell, I. S.: Bilateral congenital 
choanal atresia in newborn, Am. J. 
Dis. Child, 83: 328-332, March, 1952. 


Anomalies, Mediastinum. See No. 6552. 


Anomalies, Monster 6499. Livesay, J. E., 
et al.: Bicephalic monster, Radiology 
58: 239-240, Feb., 1952. 


Anomalies, Spine 6500. Rosselet, P. J.: 
Un eas rare de rachischisis avee des 
malformations multiples, Schweiz. med. 
Wehnschr. 82: 12-14, Jan. 5, 1952. 


Anoxia 6501. Haglund, G.: Massive brain 
damage after acute anoxia, Acta chir. 
Scandinav. 102: 364-373, No. 5, 1952. 


Antibiotics 6502. MacFarlane, J. C. W.: 
Bacterial sensitivities to chemothera 
peutic substances, Great Ormond Street 
J. No. 118-124, Dee., 1951. 

6503. Savelsberg, W., & Strider, J.: 
Ueber den Einfluss bestimmter Anti 
biotica und Chemotherapeutica auf die 


Gewebsatmung, Schweiz. med. Wehn 
schr. 82: 140-141, Feb., 9, 1952, 
See No. 6702. 
Antihistamine. See No. 6777. 
Arthrogryposis 6504. James, T.: Multiple 


congenital articular rigidities, Edin 


burgh M. J. 58: 565-597, Dee., 1951. 
See No. 6727. 
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Asthma 6505. Symposium—Los faci 
neuropsiquicos en el asma del 1 


Arch. pediat. Uruguay 22: 733-754, ¢ 
1951. 


Atomic or Biological War 6506. Top, F. | 
Pediatric problems arising from at: 
or biological warfare, J. Michigan 
Soc. 51: 203-208, Feb., 1952. 


> = 


Aureomycin. See No. 6792. 
Bacteriology 6507. Barbero, G. J.. et 


Investigations on the bacterial fi 
pH and sugar content in the intesti: 
tract of infants, J. Pediat. 40: 152-1' 
Feb., 1952. 


BAL See No. 6474. 
Bile Dust, Atresia 6508. Keller, P. D 


Congenital atresia of the bile duet 
Rocky Mountain M. J. 49: 126-128 
Feb., 1952. 


Bladder, Extrophy 6509. Petterson, G 
Treatment of extroversion of th 
bladder with coexisting anal incomp: 
tence, Acta chir. Seandinav. 102: 338 
341, No. 5, 1952. 


Bladder, Rupture 6510. Bunton, G. | 


Intraperitoneal rupture of the bladde: 


in a child, Post-Grad. M. J. 28: 117-118 
Feb., 1952. 

Blood, Afibrinemia 6511. Polonovski, ‘ 
et al.: Afibrinemies et grandes hyp 
fibrinemies, Nourrisson 39: 254-262 
Nov.-Dee., 1951. 


Blood, Coagulation 6512. Grossman, B. .! 
et al.: Coagulation studies in the new 
born infant. 1. Normal infants, Ped 
atrics 9: 182-191, Feb., 1952. 


Blood, Hemoglobin Studies 6513. Ber: 
Ws Be Gnc. OO Oh 
in adults and « 
410-412, Feb. 23, 1952. 

Blood, Platelet Studies 6514. Sanford, 1 
N., et al.: Further studies on the 
fluence of histamine on platelet 
tivity, with especial reference to 
action on the blood of the hemophil 
patient, Pediatrics 9: 212-219, Fe 
1952. 

Blood Sugar 6515. Long, ©. N. H.: 1 
endocrine control of the blood-sug 
Lancet 1: 325-329, Feb., 16, 1952. 

6516. Long, C. N. H.: The endocr 
control of the blood sugar, Diabetes 
3-11, Jan.-Feb., 1952. 

Blood Transfusion 6517. Jung, W.: 
Einfluss der Bluttransfusion auf 
Serumeiweissbild, Monatschr. Kinds 
100: 30-33, Jan., 1952. 


Bone 6518. Sarnat, B. G., & Gans, B. 


Growth of bones: methods of assess 
and clinical importance, Plast. & 
140-160, Feb., 1° 


construct. Surg, 9: 


Haemoglobin levels 
*hildren, Brit. M. J, 1: 



























































PO A WN conn ee 

















i 

- % 
. 
, ff 
F 

- 

: : 
: 

F 

° 

: 

; 

é 

‘ 


RPS A RE RCN ly 











Bonnevie-Ullrich Syndrome. See Pterygium 


Colli 
Breast Milk 6519. Haddy, T. B., & Adams, 
F. H.: Faetors of importance in breast 


milk, J. Pediat. 40: 243-253, Feb., 1952. 


Bronchiectasis 6520. Mayer, E., & Rappa- 
port, I.: Developmental origin of cys- 
tic, bronchiectatic and emphysematous 
changes in the lungs. A new concept, 
Dis. Chest 21: 146-160, Feb., 1952. 

See No. 6769. 


Bronchoscopy 6521. Holinger, P. H., & 
Johnston, K. C.: Bronchoseopic prob 
lems in the newborn, Illinois M. J. 101: 
68-71, Feb., 1952. 


Brucellosis 6522. Spink, W. W.: The lab 
oratory in the diagnosis of brucellosis, 
Am. J. Clin. Path, 22: 201-210, Mar., 


1952. 


Burns 6523. Jackson, D. MacG.: Burns 
and sealds among children, J. Roy. 
Inst. Pub. Health & Hyg. 15: 32-39, 


Feb., 1952. 


Calcium 6524. Klinke, K., & Schillert, B.: 
Calciumstoffwechsel und Citronensiure, 
Ztschr. Kinderh. 70: 345-353, No. 4, 


1952. 


Cancer 6525. Vu Cong Hoe & Phan Dinh 
Tuan: Cancer primitif du foie chez un 
enfant de 14 mois, Nourrisson 39: 248 
253, Nov.-Dee., 1951. 


Cerebellar Ataxia 6526. Fanconi, G., & 
Tiirler, U.: Kongenitale Kleinhirn 
atrophie mit supranucleiren Stoérungen 
der Motilitiit der Augenmuskeln, Hel 
vet. paediat. acta 6: 475-483, Dec., 1951. 

Cerebral Hemorrhage. See No. 6622. 

Cerebral Palsy 6527. Phelps, W. M.: 
General management of the cerebral 
palsy problem, Virginia M. Month. 79: 
65-69, Feb., 1952. 

6528. Yannett, H., & Horton, F.: Hypo 
tonie cerebral palsy in mental defec 
tives, Pediatrics 9: 204-211, Feb., 1952. 


Cerebral Revascularisation 6529. Selley, L., 


et al.: Cerebral revascularisation, Acta 
chir. Seandinayv. 102: 342-363, No. 5, 
1952. 


Cesarean Section. See No. 6676. 

Child Health 6530. Yudkin, J.: The sig 
nificance of pallor in the school-child, 
Lancet 1: 239-242, Feb. 2, 1952. 

6531. Eliot, M. M.: New horizons for 
child health, Pub. Health Rep. 67: 169 
171, Feb., 1952. 

Cholelithiasis 6532. Clin. Case No. 668— 
Vague abdominal pain, Case Rep. Child. 
Mem. Hosp. Chicago 10: 2027-2029, 


Jan., 1952, 
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Chondrodystrophy 6533. 


Geipel, P.: Zur 
Kenntnis der friihen Form der Chon 
drodystrophie, Frankfurt. Ztschr. Path. 
62: 475-485, No. 5, 1951. 


Chromatography 6534. Woolf, L. I.: Paper 
chromatography, Great Ormond Street 
J. No. 2: 61-80, Dee., 1951. 


Cleft Palate 6535. Ivy, R. H.: Modern 
concept of cleft lip and cleft palate 
management, Plast. & Reconstruct. 
Surg. 9: 121-129, Feb., 1952. 

6536. Tennison, C. W.: The repair of 
the unilateral cleft lip by the stencil 
method, Plast. & Reconstruct. Surg. 9: 
115-120, Feb., 1952. 

6537. Dunn, F. S&.: Management of 
cleft palate cases involving the hard 
palate so as not to interfere with the 
growth of the maxilla, Plast. & Re- 
construct. Surg. 9: 108-114, Feb., 1952. 

6538. Hyslop, V. B., & Wynn, S. K.: 
Bone flap technique in cleft palate 
surgery, Plast. & Reconstruct. Surg. 
9: 97-107, Feb., 1952. 


6539. Martin, B. C., & Trabue, J. C.: 
The congenital cleft of the palate, 
Ohio State M. J. 48: 222-224, Mar., 
1952. 

6540. Slaughter, W. B.: MHarelip and 


cleft palate defects. Surgical technics, 
S. Clin. North America, pp. 165-174, 
Feb., 1952. 


Coccidiodomycosis 6541. Cohen, R., & Bost, 
J.: Two new fungicides for coccidi 
oides immitis, Arch. Pediat. 69: 33-35, 
Jan., 1952. 


Colic 6542. Pakula, S. F.: Treatment of 
infantile colie and related disorders 
with a new antispasmodic, Postgrad. 
Med. 11: 123-125, Feb., 1952. 


Colitis, Ulcerative 6543. Naish, J.: He 
zema of the colon. A new conception 
of ulcerative colitis, Bristol Med.-Chir. 
J. 69: 5-9, Jan., 1952. 

6544. Adams, H.: Colitis ulcerosa mit 
anaphylaktoider Purpura, Monatschr. 
Kinderh. 99: 458, Dee., 1951. 


Conjunctivitis 6545. Davis, D. J., & Hines, 
V. D.: Conjunetivitis in elementary 
schools, Pub. Health Rep. 67: 145-149, 
Feb., 1952. 

Conjunctivitis, Scrofulosa 6546. Widmer, 
H.-U.: Ueber die Kerato-conjunctivitis 
skrofulosa beim Kinde und ihre Be 
deutung fiir die tuberkulése Allge 
meiner-krankung, Schweiz. Ztschr. Tu 
berk. 9: 47-59, No. 1, 1952. 

Cortical Hyperostosis 6547. Naiden, E.: 
Infantile cortical hyperostosis, Clin. 
Proc. Child. Hosp. Wash. D. C. 8: 6-8, 
Jan., 1952, 
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Cortisone. See No. 6560. 
Coxa Vara 6548. 
eoxa vara, 


Mareh, 1952. 


Rapp, I. H.: Adolescent 
South M. J. 45: 






Cretinism. See No, 6692. 


Cushing’s Syndrome 6549. Trethowan, Wm. 


H., & Cobb, S.: Neuropsychiatric as 
pects of Cushing’s syndrome, Arch. 
Neurol. & Psychiat. 67: 283-309, Mar., 
1952, 


Cutis Laxa 6550. Kanof, A:: Ehlers-Dan 


los syndrome. Report of a case with 
suggestion of a possible causal mech 
anism, Am. J. Dis. Child. 83: 197-202, 
Feb., 1952. 

Cysts, Lung 6551. Nilles, H.: Beitrag zur 


Kenntnis der emphysematésen Lungen 


evysten, Monatsehr. Kinderh. 100: 1-7, 
Jan... 1952. 

Cysts, Mediastinal 6552. Williams, M. H.. 
& Johnson, J. F Mediastinal gastric 
evst, Arch. Surg. 64: 138-147, Feb., 
1952. 

Cystinosis 6553. Monod, C.: Un ens de 
cystinose, Helvet. paediat. acta 6: 534 
938, Dee., 1951. 


Prakken, H.: \ case of 


Cystinuria 6554. 


‘ongenital eystinuria, J. Pediat. 40: 
186-191, Feb., 1952. 

Deafness 6555. ©O’Connor, €.: The deaf 
and hard of hearing ehild, Ann. Otol. 
Rhin. & Laryng. 60: 1039-1044. Dee.. 
1951. 

6556. Dix, M. R., & Hallpike, C. S.: 
Further observations upon the diag 
nosis of deafness in voung children, 
Brit. M, J. 1: 235-244, Feb. 2, 1952. 

6557. Guilford, F. R., & Haug, C. O.: 
Diagnosis of deafness in the verv 
young child, Arch. Otolaryng. 55: 10] 
106, Feb., 1952. 

6558. Davey, P. R.: A clinie for deaf 
children: Analysis of eases, M. J. 
Australia 1: 137-139, Feb. 2, 1952. 

See Nos, 6493, 6578, 6662, and 6750. 


Death, Sudden 6559. Adelson, L.: Sudden 
and unexpected deaths in infaney and 
childhood, Ann. West. Med. & Surg. 6: 
95-97, Feb., 1952. 

Dehydration 6560. Chaptal, J., et al.: Ré 
sultats du traitement d’attaque du syn 


drome de déshvdratation des toxicoses 
du nourrisson par ln ‘ecortisone,’’ 
Pediatrie 41: 107-115, No. 1, 1952. 

Dermatitis 6561. Gedarovich, A.: Derma 
titis gangrerosa infantum, J. Pediat. 
40: 228-232, Feb., 1952. 





177-183, 






Dextrocardia 6562. Burgemeister, G.: 
leistet die Elektrocardiographie be 
Differenzierung Dextrokardie 
plexes im Kindesalter?, Ztschr. | 
derh. 70: 329-344, No. 4, 1952. 


Diabetes 6563. Kerr, R. B., et al.: 
follow-up study of juvenile diabhet 
Canad, M, 


6564. Wilson, J. L., et al.: Contro 
versus free diet management of 
betes, Diabetes 1: 33-36, 
1952. 


6565. Hernberg, C. A., 
The skeletal age in 
Acta paediat. 40: 486-495, 


des 











& Heikel, P. | 
diabetie 
Nov., 195 


Diabetes Insipidus 6566. 
Pathophysiologie des 
dus, Ztsehr. Kinderh. 


$, 1952. 


Diabetes insiy 


70: 


Diaphyseal Hyperostosis 6567. 
S., & Koven, M. T.: Engelmann’s 4 
ease (progressive diaphyseal dysplasi: 


A. J. 66: 97-104, Feb., 1952 


387-398, No 


Jan.-Feb., 


ehildres 


Graser, F.: Zur 


Lavine, LL. 


J. Pediat. 40: 235-239, Feb., 1952. 
Diarrhea, Newborn 6568. Scott, R. B., et 
al.: Diarrhea of the newborn. Report 


of epidemic and results of 

with streptomycin, Am. J. 

83: 192-196, Feb., 1952. 
Diphtheria 6569. Gerhold, K.: 
Diphtherie herztodes 


Dis. Chil 


und Selr 


des 


Das wese! 


treatment 


Verhiitung, Wien. med. Wehnsehr. 102: 


92-94, Feb. 2, 1952. 

See Cutis lax 
Ehrentheil, ¢ 

P-R inter, 


its 


Ehlers-Danlos Syndrome. 
Electrocardiography 6570. 


F., et al.: Variation of 
in sinus arrhythmia and 


) 


poss Tele 


relation to the Wenckebach phenom 


non, Am. Heart J. 43: 228-235, F* 
1952. 


See Nos. 6652 and 6736. 

Electrolytes 6571. Wallace, Wm. M 
Some aspects of the chemical 
position, physiology and pathology 
intracellular fluid, Pediatrics 9: | 
151, Feb.., 1952. 


Emphysema 6572. Shaw, R. R.: 
hypertrophic emphysema, Pediatrics ‘ 
220-227, Feb., 1952. 

See No. 6520. 

Encephalitis 6573. Wyatt, J. P., & Tri! 
W. W.: Granulomatous encephalor 
litis in infaney, Arch. Path. 53: 
120, Feb., 1952. 

Also see Meningoencephalitis. 

Encephalitis, Measles 6574. Dungal, 
Measles encephalitis, Rev. belge p 
et méd. expér. 21: 241-244, Nov., 1 


Encephalitis, Murray Valley 6575. Ro! 
ston, E. G., & MeLorinan, H.: Mur: 
Valley encephalitis, M. J. Australi: 
103-114, Jan. 26, 1952. 
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Encephalomyelitis 6576. 
tere Untersuchungen iiber virusbedingte 
Enzephalomyelitis des Menschen, Wien. 
med. Wehnschr. 102: 196-111, Feb. 9, 
1952, 


Engelmann’s Disease. 
perostosis. 


Enuresis 6577. Gunnarson, S., & Melin, K. 
A.: The electroence -ephalogram in enu- 
resis, Acta paediat. 40: 496-501, Nov., 
1951. 


See Diaphyseal hy 


Erythroblastosis, Fetal 6578. Gerrard, J.: 
Nuclear jaundice and deafness, .J. 
Laryng. & Otol. 66: 39-46, Jan., 1952. 

6579. Bevis, D. C. A.: The antenatal 
prediction of haemolytic disease of the 
newborn, Lancet 1: 395-398, Feb. 23, 
1952. 

6580. Grundorfer, J.: Latent hemolytic 
disease of the newborn infant, J. 
Pediat. 40: 172-179, Feb., 1952. 

6581. Orth, G. W.: Die serologische 
Diagnose der Neugeberenen-erythro 
blastoses und indikation der Austausch- 
a. Monatschr. Kinderh. 100: 

10, Jan., 1952 


Esophagus 6582. Pettersson, G.: Hiatal 
hernia, brachy-oesophagus and incom 
petence of the cardia in children, Acta 
chir. Seandinav. 102: 321-326, No. 5, 
1952. 


Esophagus, Atresia 6583. Pettersson, G., 
& Haglund, G.: On the treatment of 
congenital atresia of the esophagus. 
Principles of a new method, Acta chir. 
Seandinav. 102: 327-330, No. 5, 1952. 

6584. Barani, J. C.: 
de esofago, Arch. pediat. 
776-779, Oct., 1951. 

See No. 6650. 


Atresia congenita 
Uruguay 22: 


Eye. See No. 6688. 
Eye, Optic Neuritis. See No. 6669. 


Facial Paralysis 6585. Maxwell, J. H.: 
Extra-temporal repair of the facial 
nerve, Ann. Otol. Rhin. & Laryng. 60: 
1114-1133, Dee., 1951. 


Fat, Intravenous 6586. Van Itallie, T. B.. 
et al.: Clinical use of fat injected 
intravenously, Arch. Int. Med. 89: 353 
357, March, 1952 


Feeding. See No. 6721. 


Fluids 6587. Biehusen, F. C., & Bierman, 

C. W.: Fluid balance in pediatrics, 

U. S. Armed Forces M. J. 3: 491-495, 
March, 1952. 
See No. 6586. 

— Body, Abdomen 6588. 

N.: Localization of an ingested 

a body in the abdomen, South 


Jacobson, 


African M. J. 26: 5, Jan. 5, 1952. 
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Bieling, R.: Wei- 


Goldman, 
J. L.: Fish bones in the esophagus, 
Ann. Otol. Rhin. & Laryng. 60: 957- 
973, Dee., 1951. 


Foreign Body, Esophagus 6589. 


Galactosemia 6590. Von Harnack, G. A.: 
Die Galaktose-probe im Kindesalter, 
Monatsechr. Kinderh. 99: 447-452, Dec.., 
1951. 


Gangrene, Fingers 6591. Barbé, P.: Gan 
gréne symétrique des doigts chez un 
nourrisson de cing semaines atteint 
d’oto-antrite, Arch. frang. pediat. 9: 
80-84, No. 1, 1952. 

6592. Caussade, L., et al.: La gangréne 
aigué symétrique des extrémités chez le 
nourrisson; & propos de deux cas, Arch. 
frang. pediat. 9: 94-96, No. 1, 1952. 


Gastroenteritis 6593. Lawson, D.: Man 
agement of gastroenteritis at the Hos 
pital for Sick Children, Great Ormond 
Street, 1948-49, Great Ormond Street 
J. No. 2: 110-114, Dee., 1951. 

6594. Gauvreau, L.: Les bacilles para 
coli dans les entérites de la premiére 
enfanece, Laval méd. 17: 32-38, Jan., 
1952. 

Glaucoma 6595. Kluyskens, J.: Le glat 
come congénital, Arch. opht. 11: 5 
577, No. 6, 1951. 

Glycogen. See Wo. 6590. 

Goiter 6596. St. Loup B., Enrique: Der 
Kropf des Kindesalters als folge man- 


gelhafter Ernihrung, Schweiz. med. 
Wehnschr. 82: 88-90, Jan, 26, 1952. 


Growth 6597. Caldwell, G. A., et al.: 
Treatment of mild knock knees and 
pronated feet in childhood, New Or 
leans M. & S. J. 104: 304-308, Feb., 
1952. 

6598. Blum, L. H., & Fieldsteel, N. D.: 
Method for objective measure of de 
velopmental progress, Am. J. Dis. Child. 
83: 306-308, March, 1952. 


Guillain-Barré Syndrome 6599. Bourne, I. 
B., & Seott, R. B.: Guillain-Barré syn 
drome. Report of case _ following 
measles, Arch. Pediat. 69: 1-5, Jan., 
1952. 

Heart Disease 6600. Gibson, S.: Congeni 
tal cardiovascular anomalies. Diag 
nostic considerations in reference to 
surgical intervention, M. Clin. North 
America, pp. 37-51, Jan., 1952. 

6601. Bernard, R., & Seorza, A.: L’asys 
tolie du nourrisson, Pediatrie 41: 49-67, 
No. 1, 1952. 

See Nos. 6570, 6671 and 6672. 

Heart Disease, Congenital 6602. Ordway, 
N. K.: Studies in congenital cardio 
vascular disease. 4. Impaired pulmo 
nary diffusion of oxygen in persons 
with left-to-right shunts, Yale J. Biol. 
& Med. 24: 292-308, Feb., 1952. 
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6603. Parsons, H. G., et al: Anomalies 
of the pulmonary veins and their surgi 
eal significance, Pediatries 9: 152-166, 
Feb., 1952. 


6604. Gasul, B. M., & Warnick, EF. G.: 
Roentgenology in the diagnosis of con 
genital malformations of the heart, M. 
Clin. North America, pp. 53-68, Jan., 
1952. 

6605. Keizer, D. P. R.: Cor triloeulare 

biatriatum with transposition of large 

vessels, Am. J. Dis. Child. 83: 333-335, 

March, 1952. 


6606. Gibson, S., & Lewis, K. C.: Con 
genital heart following ma 
ternal rubella during pregnancy, Am. 
J, Dis. Child. 83: 317-319, March, 1952. 


disease 


6607. Chazan, M., et al.: The intellec 
tual and emotional development of 
children with congenital heart disease. 
Guy's Hosp. Rep. 100: 33 341, No, a 
O51, 


6608. Alexander, W. Stewart, & Green, 
H.: Coronary blood arising 
from eardiae ventricle, Areh. Path. 53: 
IS7-190, Feb., 1952. 


vessels 


6609. Brinton, W. D.: Haematological 
changes in cases of congenital cyanotic 
heart which 
mitted to operations designed to im 
prove the circulation to the lungs. 3. 
Post-operative estimations and dis 
cussion of results, Guy’s Hosp. Rep. 
100: 283-303, No. 4, 1951. 


disease have been sub 


6610. Glenn, Wm. W. L., & Whittemore, 
R.: Some observations on the surgical 
treatment of congenital heart disease, 
Ann. Surg. 135: 297-313, March, 1952. 


6611. Storstein, O., et al.: Studies in 
‘atheterization of the heart in cases 
of patent ductus arteriosus botalli, Ae 
ta med. Seandinav. 141: 419-432, No. 
6, 1952. 

6612. Jew, E. W., Jr., & 
Aortic origin of the right pulmonary 
artery and absence of the transverse 
aortic arch, Arch. Path. 53: 191-194, 
Feb., 1952. 

6613. Riker, Wm. L.: 
genital heart disease, Pennsylvania M. 
J. 55: 117-119, Feb., 1952. 

6614, Fell, E. H., & Davis, C. B.: Re 
cent advances in cardiac surgery. 8. 
Clin. North America, pp. 247-261, Feb., 


1952. 


Gross, P.: 


Surgery of con 


6615. Usehold, G.: Ueber einen Fall 
von Endarteritis pulmonalis unter dem 
Bild eines offenen Duetus botalli bei 
einem 7 4 jiihrigen Kind, Langenbecks 
Arch, u. Dtseh. Z, Chir. 271: 17-26, No. 


1, 1952, 
























6616. Jacobi, J., et al.: Die Diagnos:ik 
und Therapie der kongenitalen An 
kardiopathien, Deutsche med. W: 
sehr. 77: 193-201, Feb. 15, 1952. 

6617. Jacobi, J., et al.: Die Diagnos:ik 
und Therapie der kongenitalen Ang 
kardiopathien (Schluss), Deutsche med 
Wehnschr. 77: 232-237, Feb. 22, 1952 

6618. Soulié, P., et al.: L’innesto di 
menti vascolari nel trattamento chir 
urgico delle cardiopatie congenite, Mi 
nerva med, 43: 54-59, Jan. 12, 1952 

6619. Dubost, C.: Traitement ehirurgi 
eal des sténoses valvulaires congéni 
tales et acquises, Semaine Hép. Paris 
28: 505-510, Feb. 18, 1952. 

6620. Voci, G., et al.: Etude hémod\ 
namique de 10 observations de persis 
tance isolée du canal artériel, Arch. 
mal. coeur 44: 1103-1118, Dee., 1951 

6621. Soulié, P., et al.: L’angiocardio 
graphie dans le diagnostic des cardio 
pathies congénitales, Arch. mal. coeur 
44: 1057-1087, Dee., 1951. 

See No. 6471. 


Hematoma, Intracranial 6622. Erasmus, .| 





F. P.: Intracranial haematoma, Sout! 
African J. Clin. Se, 2: 307-3: Deec., 
1951. 


Hematoma, Subdural 6623. Lowrey, J. /.: 
Subdural Hematoma in infants, Hawaii 
M. J. 11: 145-148, Jan.-Feb., 1952. 


Hemolytic Disease. See No. 6581. 
Hemophilia. See No. 6514. 
Hepatitis 6624. Brodribb, H. S.: Infeet 


hepatitis in a boarding-school, Lar 
1: 339-342, Feb. 16, 1952. 


Hernia, Umbilical 6625. Crump, F. I 
Umbilical hernia. 1. Oceurrence of the 
infantile type in Negro infants 
children, J. Pediat. 40: 214-223, Fe 
1952. 


Hirschsprung’s Disease. See Megacolor 


Histoplasmosis 6626. Meloan, E. L.: | 
toplasmosis, Mississippi Doctor 29: 2 
257, March, 1952. 


Hospital, Teaching 6627. Thelander, H 
A pediatric resident program in a! 
university hospital, J. Pediat. 40: 
227, Feb., 1952. 

Hydrocephalus 6628. Scarff, J. E.: % 
obstructive hydrocephalus, J. Ne 
surg. 9: 164-176, March, 1952. 

Symposium—Hy} 
Proce. Child. H 
10-19, Jan., 1952. 


Hypersplenism 6629. 
splenism, Clin. 
Wash., D. C. 8: 


Hypopituitarism 6630. Joseph, C., & ) 
nett, H.: Congenital idiocy, sexua 
fantilism, and dwarfism, Yale J. ! 
& Med, 24: 257-262, Feb., 1952. 
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Immunization 6631. Cruickshank, R.: The 
pros and cons of immunization—2, 
Brit. M. J. 1: 268-271, Feb. 2, 1952. 

6632. Schlossberger, H.: Der derzeitige 
Stand der Serum- und Immundiagnos 
tik, Wien. klin. Wehnschr. 64: 41-46, 
Jan. 18, 1952. 


Inclusion Disease. See No. 6573. 


Infant, Welfare 6633. Jelliffe, D. B.: The 
African child, Tr. Roy. Soc. Trop. Med. 
& Hyg. 46: 13-46, Jan., 1952. 


Infection 6634. Ritchken, J., & Gelfand, 
M.: A wide-spread infection of doubt 
ful aetiology, Part I, South African 
M. J. 26: 115-118, Feb. 9, 1952. 

6635. Ritchken, J., & Gelfand, M.: A 
wide-spread infection of doubtful aeti 
ology, Part 2, South African M. J. 26: 
127-131, Feb. 16, 1952. 


Injuries, Head. See No. 6622. 


Intestinal Obstruction 6636. Benson, C. D., 
& Coury, J. J., Jr.: Congenital intrin 
sic obstruction of the stomach and duo 
denum in the newborn, Harper Hosp. 
Bull. 10: 1-4, Jan.-Feb., 1952. 

6637. Keeley, J. L., et al.: Obstructive 
lesions in the gastrointestinal tract of 
infants and children, S. Clin. North 
America, pp. 81-89, Feb., 1952. 


Intestine, Atresia 6638. Pettersson, G.: 
Congenital atresia of the small intes- 
tine in children, Acta chir. Seandinav. 
102: 331-337, No. 5, 1952. 

6639. Jackson, A. D. M., & Dudgeon, J. 
A.: Kaposi’s varicelliform eruption: 
diagnosis and treatment, Great Ormond 
Street J. No, 2: 125-132, Dee., 1951. 


Kidney 6640. 
rein éponge, Pediatrie 41: 
1952. 

6641. Plichet, A.: Les maladies du rein 
d’origine vasculaire chez le nourrisson 
et l’enfant, Presse méd. 60: 156-157, 
Feb. 6, 1952. 


Kidney, Function 6642. Etteldorf, J. N., 
et al.: Renal function studies in pedi- 
atries; 2. Influence of magnesium sul- 
fate on renal hemodynamics in normal 
children, Am. J. Dis, Child, 83: 301 
305, March, 1952. 


Kidney, Physiology 6643. Striim, L.: Stud- 
ies of the renal excretion of P%2 in in 
faney and childhood, Acta paediat. 40: 
9-118, Supp. 82, May, 1951. 

<nock-Knee 6644. Geppert, T. V.: Physio- 
logical knock-knee, Am. J. Dis. Child. 
83: 154-155, Feb., 1952. 

ukemia 6645. Bruton, O. G., & Price, W. 
S.: The treatment of leukemia in chil- 
dren, U. S. Armed Forces M. .J. 3: 461- 

468, March, 1952. 


Josserand, P., et al.: Le 
31-42, No. 1, 
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6646. Althoff, H.: Zur Urethanbehand 
lung der chronischen myeloischen Leu 
kiimie im Kindesalter, Monatsehr. Kin 
derh. 99: 441-444, Dee., 1951. 

See No. 6789. 


Lichen Planus 6647. Anderson, T. E.: 
Lichen planus in an infant, Brit. J. 
Dermat. 64: 68-69, Feb., 1952. 


Lipodystrophy 6648. Sandmann, H.: Zum 
Krankheitsbild der Lipodystrophia pro 
gressiva, Ztschr. Kinderh. 70: 308-318, 
No. 3, 1952. 

Lung. See No. 6520. 

Lung, Agenesis 6649. Thomas, L. B., & 
Boyden, E. A.: Agenesis of the right 
lung, Surgery 31: 429-435, March, 1952. 

6650. Caussade, L., et al.: Agénésie d’un 
poumon associée & une atrésie de |’oeso 
phage et & d’autres malformations 
eardiovasculaires, Arch. frane. pediat. 


9: 89-91, No. 1, 1952. 
Lung, Surgery of 6651. Templeton, J. Y.: 


Bronchial obstruction with chronic ate 
lectasis and pneumonitis due to hilar 
lymphadenitis after lobectomy and 
lingulectomy, J. Thoracic Surg. 23: 
169-173, Feb., 1952. 


Measles 6652. Ross, L. J.: Electrocardio- 
graphic findings in measles, Am. J. Dis. 
Child. 83: 282-291, March, 1952. 

See No. 6599. 


Meckel’s Diverticulum 6653. Clin. Case 
670—Perforated Meckel’s diverticulum, 
Case Rep. Child. Mem. Hosp. Chicago 
10: 2037-2038, Jan., 1952. 


Megacolon 6654. Gillespie, J. F., & Me 
Govern, J. J.: Idiopathic megacolon, 
Clin. Proe. Child. Hosp. Wash., D. C. 
8: 1-6, Jan., 1952. 


Melena 6655. Rozenfeld, I. H., & MeGrath, 
J. R.: Melena in the newborn infant, 
J. Pediat. 40: 180-181, Feb., 1952. 


Meningitis, A. Faecalis 6656. Wynne, E. 
S., et al.: Acaligenes faecalis menin 
gitis and bacteremia concurrent with 
bacillary Svamnney Am, J. Clin. Path. 
22: 267-270, March, 1952. 


Meningitis, B. coli 6657. Fraser, M. 8&.: 
Bact. coli meningitis in the newborn, 
Lancet 1: 420-421, Feb. 23, 1952. 

Meningitis, Pneumococcus 6658. Urban, N., 
& Stechern, A.: Prognose und thera 
pie der  Pneumokokken-meningitis, 
Ztschr. Kinderh. 70: 411-418, No. 4, 
1952. 

Meningitis, Tuberculous 6659. Perry, T. L.: 
Failure of neomycin as an adjuvant to 
streptomycin in ‘tubere — meningitis, 
Am. Rev. Tubere, 65: 325-331, March, 

1952, 
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6660. Sappenfield, R. W., et al.: Tuber 
culous meningitis in children. A criti 
cal analysis of the literature dealing 
with streptomycin therapy since its in 
troduction, Yale J. Biol. & Med. 24: 


309-327, Feb., 1952. 


6661. Garsche, R., & Dlugosch, G.: Ueber 
Veriinderungen der Hirnstromkurve bei 
der Meningitis tuberculosa unter Strep 
tomycinbehandlung. 2. Chronische Ver 

laufsformen, Ztsehr. Kinderh, 70: 354 

380, No, 4, 1952. 


6662. Mouriquand, G. et al.: Les com 
plieations eoehleo-vestibulaires du 
traitement de la tubereu 
leuse par la streptomycine et la di 
hyvdrostreptomycine, Pediatrie 41: 7 
14, No. 1, 1952. 


méningite 


6663. Turner, M., et al.: 
l’électroéneéphalographie au cours du 


Les données de 


traitement actuel des méningites tuber 
culeuses, Pediatrie 41: 115-120, No. 1, 
152. 

6664. Roget, J., et al.: Sy ndrome in 
fundibulo-tubérien, secondaire A une 
méningite tubereuleus guérie, avee cal 
cifications supra-sellaires, Pediatrie 41: 
85-S8S, No. 1, 1952. 


Meningoencephalitis 6665. Wallgren. A.: 
Die Aetiologie der Enzephalomeningitis 
bei Kindern, besonders des Syndromes 
der akuten abakteriellen (aseptischen ) 
Meningitis, Acta paediat. 40: 541-565, 
Nov., 1951. 


Meningoencephalitis, Mumps 6666, Thag 
gard, R., & Sutton, L. E., Jr.: Mumps 
meningoencephalitis, Virginia M. Month. 
79: 92-97, Feb., 1952. 


Menstrual Disorders. See Nu. 6480. 


Mental Deficiency 6667. Lowe, C. U., et 
al.: Organic-aciduria, decreased renal 
ammonia production hydrophthalmos, 
and mental retardation, Am. J. Dis. 
Child, 83: 164-184, Feb., 1952. 


See Nos, 6528, 6630, and 6685. 


Mesenteric Adenitis 6668. Marion, J.: A 
propos des adenites aigués mesentér 
iques, Pediatrie 41: 96-97, No. 1, 1952. 


Mononucleosis, Infectious 6669. 
T. W., & Von Hagen, K. O.: 
optic neuritis in infectious mononucleo 
sis, J. A. M. A. 148: 933-934, Mar. 15, 
1952. 

6670. Stevens, J. E.: Infectious mono 
nucleosis: a clinical analysis of 210 
sporadic eases, Virginia M. Month. 79: 


74-80, Feb., 1952. 


Bonynge, 
Severe 


Muscular Dystrophy 6671. Rubin, K. L.., 
& Buchberg, A. S.: The heart in pro 
gressive muscular dystrophy, Am. Heart 
J, 43: 161-169, Feb., 1952. 












6672. Weisenfeld, S.. & Messinger, W 
J.: Cardiae involvement in progressive 
muscular dystrophy, Am. Heart .J. 43: 
170-187, Feb., 1952. 

Neomycin. See No, 6659. 

Nephritis 6673. Vialtel, M.: Le traite 
ment des néphritis aigués infectieuses 
de l’enfant, Pediatrie 41: 125-130, No 
1, 1952. 

Nephrosis. See No. 6704. 

Neuroblastoma 6674. Koss, L. G., & Gins 
burg, V.: The value of bone marrow 
studies in neuroblastoma, Arch. Pediat. 
69: 24-32, Jan., 1952. 

Neurosurgery. See No, 6529. 

Newborn 6675. Symposium 
the care of the newborn baby, Proe. 
Roy. Soc. Med. 45: 97-100, Feb... 1952 

6676. Lambeth, S. S.: Improving infant 
salvage with cesarean section, J. Ter 


nessee M. A. 45: 47-49, Feb., 1952. 


Discussion or 


6677. Rickham, P. P.: Neonatal surgery. 
Early treatment of congenital malfor 
mations, Laneet 1: 332-339, Feb. 16, 
1952. 

6678. Grulee, C. G., Jr.: Management 


of the newborn, Postgrad. Med. 11: 
149-158, Feb., 1952. 

6679. Askari, A., & Hodas, J. H.: Met! 

emoglobinemia during pregnancy wit! 
subsequent death of infant, Am. | 
Obst. & Gynee. 63: 37-440, Feb., 1952 

6680. Miller, H. C., et al.: 
the gay, cough, and swallow 
and tone of the vocal cords as deter 
mined by direct laryngoscopy in new 
born infants, Yale J. Biol, & Med. 24: 
284-291, Feb., 1952. 

6681. Cooke, R. E.: The behavioural re 
sponse of infants to heat stress, Yale 
J. Biol. & Med. 24: 334-340, Feb., 195: 

See Nos. 6498, 6508. 6512, 6521, 65% 
6581, 6636, 6655, 6763, 6787, and 67 

Newborn, Mortality 6682. Bundesen, H. > 
et al.: Progress in reduction of nee 
less neonatal deaths, J. A. M. A, 148 
907-917, Mar. 15, 1952. 

Nutrition 6683. 
man, H. A.: 
trition, M. Clin. 
273-288, Jan., 1952. 

Obesity 6684. Reilly, Wm. A.: Treatm 
of obese children, South M. .J. 45: 2 
222, March, 1952. 

See No. 6759. 

Oligophrenia 6685. Gibson, R.: Differ 
tial diagnosis of oligophrenia, Am. 
Dis. Child. 83: 151-153, Feb., 1952. 

6686. Meister, P.: Die Oligophre 
phenylpyruvica (Félling) eine Son 
form der chronischen Aminoacidu: 
Helvet. paediat. acta 6: 504.517, D 

1951. 


Variations 
reflexes 


Richmond, J. B., & W 
Advances in infant 
North America, 
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Omental Infarction 6687. Catanzaro, F. P., 
& Farley, J, E.: Omental segmental 
infarction, J. Pediat. 40: 240-242, Feb.. 


1952. 


Ophthalmia Neonatorum 6688. O’Brien, D.: 
Terramycin in the prophylaxis of oph 
thalmia neonatorum, Laneet 1: 347- 
348, Feb. 16, 1952. 


Osteogenesis Imperfecta 6689. Gain, D. D.., 
& Lawson, D. E.: Osteogenesis im 


perfecta, Radiology 58: 221-223, Feb., 
1952. 
Osteomyelitis 6690. Macbeth, R.: Osteo- 


myelitis of the maxilla, J. Laryng. & 
Otol, 66: 18-28, Jan., 1952. 

6691. Dennison, W. M.: The penicillin 
treatment of acute haematogenous os 


teitis, Glasgow M. J. 33: 16-26, Jan., 
1952. 
Osteopetrosis 6692. Path. Case No. 669- 


Creatinism and marble bones, Case Rep. 
Child. Mem. Hosp. Chieago 10: 2030- 


2036, Jan., 1952. 


Oxyuriasis 6693. Goeters, W.: Untersuch 
ungen an Oxyuren. 1. Ueber das For 


kommen von Oxyureneiern im Nagel 
schmutz und im Zimmerstaub, Ztschr. 


1952. 


f. Hygiene 133: 463-480, No. 5, 


Pallor. See No. 6530. 


Panniculitis 6694. Sanford, H. N., et al.: 
Chronic panniculitis with leucopenia 
(Weber-Christian syndrome), Am. J. 
Dis. Child. 83: 156-163, Feb., 1952. 

Para-aminosalicylic Acid 6695. Roussak, N. 
J.: Fatal hypokalaemice alkalosis with 
tetany during liquorice and P.A.S. 
therapy, Brit. M. J. 1: 360-361, Feb. 
16, 1952. 

Paraphimosis 6696. Williams, T. H., & 
Nicholas, R. K.: A method of treating 
paraphimosis, J. A. M. Alabama 21: 233 
234, Feb., 1952. 


Paraplegia, Congenital Spasmodic 6697. 
Heuyer, et al.: Paraplégie spasmo 


dique familiale avee affaiblissement in- 


tellectuel chez deux soeurs. Maladie 
de Schilder, Arch. franc. pediat. 9: 
62-65, No. 1, 1952. 


6698. Michaux, L., et al.: Paraplégie 
spasmodique familiale de type Strum 
pell-Lorrain, Arch. frang. pediat. 9: 59- 
61, No. 1, 1952. 


Parotitis. See No. 6666. 


Paroxysmal Tachycardia 6699. Nadas, A. 
S., et al.: Paroxysmal tachyeardia in 
infants and children, Pediatrics 9: 
167-181, Feb., 1952. 

Pellagra 6700. Guerra, A. U. Ramon & 

Lapitz, J. C.: Un caso de pelagra en 

un nino, Arch. pediat. Uruguay 22: 

769-775, Oct., 1951. 
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See No. 6691, 


Penicillin. 
Pertussis 6701. Walker, S. T.: 


complications of pertussis, J. 
40: 200-213, Feb., 1952. 


Cardiac 
Pediat. 


Pneumonia 6702. Kassowitz, K. E., & Mus- 
eato, G. H., Jr.: The long range effect 
of antibacterial therapy on pneumonia, 
empyema, bronchiectasis and pulmonary 
abseess, Dis. Chest 21: 161-173, Feb., 
1952. 


Pneumonia, Aspiration 6703, Podolsky, M. 
Pneumonia associated with the 
ingestion of petroleum products by 
children, Dis. Chest. 21: 327-333, March, 
1952. 


Pneumothorax. See No. 6766. 


Poisoning, Hydrocarbons. See No. 6703. 


Poisoning, Mercury 6704. Wilson, V. K.., 
et al.: Mereury nephrosis in young 
ehildren, Brit. M. J. 1: 358-360, Feb. 


16, 1952. 


Poisoning, Veratrum Viride 6705, Newman, 


J.3 Intoxication with veratrum 
viride, J. Pediat. 40: 233-234, Feb., 
1952. 

Poliomyelitis 6706. Weaver, J. A.: Acute 


poliomyelitis, Mississippi Doctor 29: 
250-254, Mar., 1952. 

6707. Farkas, A.: Rest and poliomyelitis, 
Arch. Pediat. 69: 6-23, Jan., 1952. 

6708. Wolf, S., et al.: 
eases of acute poliomyelitis 
with Bistrium (C6), Clin. Proe. Child. 
Hosp. Wash., D. C. 8: 9-10, Jan., 1952. 

6709. Greenberg, M., et al.: The relation 
between recent injections and paralytic 
poliomyelitis in children, Am. J. Pub. 


Report of twelve 
treated 


Health 42: 142-152, Feb., 1952. 
6710. Priddle, H. D., et al.: Poliomye 


litis in pregnaney and the puerperium, 
Am. J. Obst. & Gynee, 63: 408-413, 
Feb., 1952. 

6711. Korns, R. T., et al.: 
tion of parenteral injections with ‘polio 
mvelitis, Am. J. Pub. Health, 42: 153 
169, Feb., 1952. 

6712. Boines, G. J.: Sludged blood in 
poliomyelitis, Delaware State M, J. 24: 
43-44, Feb., 1952. 


rhe associa- 


6713. Worthingham, ©.: The second in 
ternational poliomyelitis conference, 
Am. J. Phys. Med. 31: 31-33, Feb., 
1952. 

6714. Braitenberg, H.: Die iibertragbare 


Kinderlihmung im Sechwangerschaft 
und Geburt, Wien. med. Wehnschr. 102: 
87-92, Feb. 2, 1952. 

Bredemann, W.: Klinische Beo 
bei der Poliomyelitis der 
1946-1949, Deutsch. 
24-44, No. 1, 1951. 


6715. 
bachtungen 
Nachkriegsjahre 
Arch, klin. Med. 199: 











6716. Garsche, R.: Ueber die hirnelek 
trischen Veranderungen bei der kind 
lichen Poliomyelitis. Eine  klinische 
und elektrencephalographische Studie 
der Epidemie des Jahres 1950, Arch. 
Psychiat. 187: 363-380, No. 4, 1951. 


6717. Ihlenfeldt, G.: Ueber die Bedeu 
tung des Muskelaktionsstromnachweises 
bei der _  spinalen Kinderlihmung, 
Deutsche med. Wehnsehr. 77: 206-207, 
Feb. 15, 1952. 

6718. Lépine, P.: L’immunité dans la 

poliomyélite et ses rapports avec 

d’autres virus, Rev. belge path. et 

méd, expér. 21: 277-293, Nov., 1951. 





Polyposis, Intestinal 6719. Fisher, O. D.: 
Intestinal polyposis associated with 
melanin spots of the oral mucosa-syn 
drome of Peutz, Great Ormond Street 
J. No. 2: 151-154, Dee., 1951. 

6720. Familial multiple 
polyposis of the colon, Case Rep. Child. 
Mem. Hosp. Chicago 10: 2039-2042, 
Jan., 1952. 
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Prematures 6721. Horton, F. H., et al.: 
Self-regulatory feeding in a premature 
nursery, Yale J. Biol. & Med, 24: 263 
272, Feb., 1952. 

6722. Moser, E.: Zur Prognose der 
Friihgeburt im ersten Lebensjahr, Ann. 
Paediat. 178: 1-27, Jan., 1952. 


Psychiatry 6723. Baty, J. M.: Emotional 
factors in childhood diseases, New Or 
leans M. & S. J. 104: 297-300, Feb., 
1952. 

6724. Fischer, A. E.: Sibling relation 
ships with reference to the 
problems of the second born, J. Pediat. 


40: 254-259, Feb., 1952. 


special 


6725. Krug, O.: The application of prin 
ciples of child psychotherapy in resi 
dential treatment, Am. J. Psycho 
therapy 108: 695-700, Mar., 1952. 


6726. Peiser, J.: Ueber Wertung der 
Intelligenz und des Intelligenzquotien 
ten beim Kinde, Ann, Paediat. 178: 
27-46, Jan., 1952. 

See No. 6607. 


Pterygium Colli 6727. Martischnig, E., & 
Swoboda, W.: Arthrogryposis multiplex 
econgenita und Pterygiumsyndrom, 
Monatschr. Kinderh. 100: 22-25, Jan., 
1952. 

6728. Herbich, J.: Zur Frage der Ar 
throgryposis multiplex congenita und 
des Status Bonnevie-Ulirich, Monatschr. 
Kinderh. 100: 25-29, Jan., 1952. 

6729. Schénenberg, H.: Zur Diagnose 
und Differentialdiagnose des Status 
Bonnevie-Ullrich, Ztschr. Kinderh. 70: 
399-410, No. 4, 1952. 
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Purpura 6730. 


of Sehdlein-Henoch (anaphylactoid 


purpura treated with ACTH., Brit. M. 


J. 1: 259, Feb. 2, 1952. 
See No. 6544. 


Pyloric Stenosis 6731. Wallis, H. R. 
Early descriptions of congenital pylori: 
stenosis, Am. J. Dis. Child. 83: 203 
207, Feb., 1952. 


Reflexes. See No. 6680. 
Renal Rickets 6732. Theopold, W.: Ueber 


die renale Osteopathie (sog. renale 
Rachitis), Monatschr. Kinderh. 99: 
452-458, Dee., 1951. 


Respiratory Infections 6733. Symposiun 
Physiological consideration of respira 
tory disease, Pediatrics 9: 233-236, Feb., 
1952. 

Rheumatic Disease 6734. Bergstrand, C. G., 
et al.: ACTH and cortisone treatment 
of acute rheumatic fever, Acta Paediat. 
40: 502-518, Nov., 1951. 

6735. Moore, L. V.: 
the care of the rheumatic subject. M 
Clin. North America, pp. 217-228, Jan 
1952. 

6736. Joos, H. A., et al.: Q-T interva 
in diagnosis of rheumatic fever, An 
J. Dis. Child, 83: 320-327, March, 1952 


Rheumatoid Arthritis 6737. Schlesinger, B., 
& Cathie, I. A. B.: Effect of Still’s 
disease on the haemopoietic § syster 
Ann. Rheumat. Dis. 10: 412-417, De: 
1951. 

6738. Schlesinger, B.: The effects ot 
ACTH and cortisone on Still’s disease 
Great Ormond Street J. No. 2: S81-8° 
Dee., 1951. 

Rickets 6739. Harrison, H. E., & Harrisor 
H. C.: Vitamin D and citrate meta! 
olism: studies on rachitic infants, Yal: 
J. Biol. & Med. 24: 273-283, Feb., 195 

6740. Herpertz, H.: Problematik 
Rachitishaufigkeit, Ztschr. Kinderh. 70 
282-295, No. 3, 1952. 

Ringworm 6741. Howell, J. B., et 
Tinea capitis caused by trichophyt 
tonsurans (sulfureum or crateriforn 


Some aspects of 


Arch. Dermat, & Syph. 65: 194-2 
Feb., 1952, 
Rubella. See No. 6606. 


Sarcoidosis 6742. Longcope, W. T., & | 
man, D. G.: A _ study of sarcoidos 
Medicine 31: 1-132, Feb., 1952. 


Scurvy 6743. Beynon, D. W., & Evans, 
R.: Seurvy in Mentally defective c! 
dren, Great Ormond Street J. No 
90-98, Dee., 1951. 

6744. Holz, G.: 
glingskorbut, Med. Klin. 47: 
Feb. 1, 1952. 


Ein Beitrag zum 8: 
155-1 





Woolley, E. J. S.: A cuse 
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Sinusitis 6745. Huggill, P. H., & Ballan 
tyne, J. C.: An investigation into the 
relationship between adenoids and 
sinusitis in children, J. Laryng. & Otol. 
66: 84-91, Feb., 1952. 


Spina Bifida 6746, Lombard, P.: La 
cyphose angulaire du spina-bifida avee 
aire médullaire a nu, Rev. Orthop. 37: 
419-420, No, 5-6, 1951. 


Spleen 6747. Allen, H. E.: The spleen: its 
relation to splenectomy and hemolytic 
disorders, Portland Clin. Bull. 5: 87 
104, March, 1952. 


Still’s Disease. See Rheumatoid Arthritis. 


Strabismus 6748. O’Brien, J. M.: Para 
doxal ocular motility after cycloplegia, 
Am. J. Ophth. 35: 261-262, Feb., 1952. 


6749. Braley, A. E.: Management of 
convergent strabismus esotropia, J. 
lowa M. Soc. 42: 106-110, March, 1952. 


Streptococcal Infection. See Nos. 6634 and 
6635. 

Streptomycin 6750. Garrow, D. H.: The 
toxic effects of streptomycin com 
pounds with special reference to deaf 
ness, Great Ormond Street J. No. 2: 
133-136, Dee., 1951. 

6751. Strider, J.: Ueber pharmako 
dynamische Wirkungen des Streptomy- 
eins und deren Bedeutung fiir thera 
peutische Fragen _ der idiatrie, 
Schweiz. med. Wehnschr. 82: 58-6], 
Jan. 19, 1952. 

6752. Jorns, Josefa: Ueber den Einfluss 
des Streptomycins auf die Entwick- 
lung der Bifidusflora im Darm des 
Neugeborenen. Ztschr. Kinderh, 70: 
381-386, No. 4, 1952. 

See Nos. 6659 and 6662. 


Subdural Hematoma. See Hematoma, Sub 
dural. 


Surgery, Intestinal 6753. DeBord, R., & 
Potts, W. J.: Intestinal Surgery in in 
fants and children simplified by the 
use of multitoothed clamps, Arch. Surg. 
64: 373-377, March, 1952. 

Syphilis, Congenital 6754. Kessel, I.: Con 
genital syphilis, South African M. J. 
26: 1-4, Jan, 5, 1952. 

Teeth 6755. Bellinger, W. R:. Water 
fluoridation for the partial control of 
dental decay in children’s teeth, J. 
Kansas M. Soe. 53: 54-57, Feb., 1952. 

Terramycin 6756. Wolman, B., & Holzel. 
A.: Terramycin in infections in in 
fants and children, Brit. M. J. 1: 419 
420, Feb. 23, 1952. 

Tetanus Neonatorum 6757. Kao, Yung-En: 

Tetanus Neonatorum, Chinese M. J. 

69: 512-517, Nov.-Dee., 1951. 
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Thymus 6758. Tahki, H.: The weight of 
the thymus in children of 0-2 years of 
age, Acta Paediat. 40: 469-485, Nov., 
1951. 


6759. Sacrez, R., et al.: Le thymus et 
l’obésité prébuertaire, Arch. france. 
pediat. 9: 85-87, No. 1, 1952. 


Tick Paralysis 6760. Costa, J. A.: Tick 
paralysis on the Atlantie seaboard, 
Am. J. Dis. Child. 83: 336-347, March, 


1952 


Toxoplasmosis 6761. Rabkin, J., & Javett, 
S. N.: Congenital toxoplasmosis, South 
African M. J. 26: 41-43, Jan. 19, 1952. 


6762. Vivell, O.: Vergleichende Unter 
suchungen zwischen dem Sabin-Feld 
manschen Farbtest auf Toxoplasmose 
und dem ‘Toxoplasminhauttest. Zug 
leich ein Beitrag zur Spezifitit und 
zur Bewertung des Sabin-Feldman tests. 
Ztschr. Kinderh. 70: 271-281, No. 3, 


1952. 


6763. Paul, J.: Zur Prognose der Toxo 
plasmosiibertragung von Mutter auf 
Kind bei mehreren Schwangerschaften, 
Monatschr. Kinderh. 100: 10-17, Jan., 
1952. 

6764. Brutsaert, P.: La _ toxoplasmose 
humaine et son diagnostic, Rev. belge 
path. et méd. expér. 21: 261-276, Nov., 
1951. 

See No. 6573. 


Tracheoesophageal Fistula 6765. Weiss, G. 
N., & Miangolarra, C. J.: Tracheoeso 
phageal Fistula, J. A. M. A. 148: 752 
734, March 1, 1952. 


Tracheotomy 6766. Dark, J. F.: Tension 
pneumothorax following tracheotomy, 
Lancet 1: 398-399, Feb. 23, 1952. 


Tuberculosis 6767. Veeneklass, G. M. H.: 
Cause and sequelae of intrapulmonary 
shadows in primary tuberculosis, Am. 
J. Dis. Child, 83: 271-281, March, 1952. 


6768. Lichtenstein, M. R., & Bettag, O. 
L.: Criteria for sanatorium care of 
children with tuberculosis, Am. J. Dis. 
Child, 83: 292-300, March, 1952. 


6769. Dickey, L. B.: Primary pulmonary 
tuberculosis as a cause of bronchiec- 
tasis in children, Dis. Chest 21: 260 
267, March, 1952. 

6770. Fierz, F.: Primiartuberkulose bei 
einiegen Zwillingen, Schweiz. Ztschr. 
Tuberk. 9: 42-47, No. 1, 1952. 


6771. Spiess, H.: Ueber Anwendung und 
Wirkung des Peteosthor bei pulmonaler 
und extrapulmonaler Tuberkulose im 
Kindesalter, Ztsehr. Kinderh, 70: 213 


252, No. 3, 1952. 
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6772. von Kempen, W.: Schicksal und 
Lebenserwartung der offentuberkulésen 
Jugendlichen, Beitr, klin. Tuberk. 106: 

153 157, No, , 4 1951. 


6773. Searinci, C.: Una sindrome pseu 
dotubercolare relativamente frequente 
nell’eth infantile: l’addesamento ate 
lettasico lobare da bronchite  circo 
scritta ostruttiva subacuta, Minerva 
med, 43: 59-63, Jan. 12. 1952. 


6774. Lowy s, P.: Sur les indications de 
cure en aérium, Arch. franc. pediat. 9: 
72-74, No. 1, 1952. 


Tuberculosis, B. C. G.: 6775. Puntigam, 
F.: Die BCG-Impfung in Oesterreich, 
Wien. klin, Wehnschr. 64: 77-79, Feb. 
1, 1952, 


Tuberculosis, Lymph Nodes 6776. ‘Terrel, 
A.: Remarques sur cing cas d’adénites 
tuberculeuses avee contamination par 
le lait de vache, Pediatrie 41: 88-92, 
No. 1, 1952. 


Tuberculosis, Tuberculin Reaction 6777. 
Jaworski, A. A., et al.: The effect of 
an antihistaminic drug on tuberculin re 
action in children, Quart. Bull. Sea View 
Hosp. 12: 95-106, July-Oet., 1951, 


Tumors 6778. Kurzrok, M., & Marshall, F.: 
Lymphoblastoma in an infant, U. 8. 
Armed Forces M, J. 3: 469-472, March, 


1952. 


Tumors, Brain 6779. Cooper, I. S., et al.: 
Tumors of the medulla oblongata, Arch. 
Neurol. & Psychiat. 67: 269-282, March, 
1952. 

6780. Iyer, C. G. S.: 
adamantinoma 


Neurosurg. 9: 


6781. Bourrat, C., & Kohler, C.: Tumeur 
de la région mésocéphaliquechez 1|’en 
fant ayant évolué par étapes: grande 
instabilité psychomotrice, syndrome 
cerebello-strié, hypertension L.C, termi 
nale, Pediatrie 41: 75-80, No. 1, 1952. 

6782. St. Thieffry, et al.: Remarques sur 
dix eas de tumeurs bulbo-pédonculo 

protubérantielles de l’enfanece, Arch. 

franc. pediat. 9: 75-80, No. 1, 1952. 


Case report of an 
present at birth, J. 
221-228, March, 1952. 








Tumors, Kidney 6783. 
recent 
S. Clin, North 
Feb., 1952. 


Tumors, Ovary 6784. Marion, J., et 


Chorio-epitheliome de |’ovaire chez une 


fillette de 6 ans, révélé par une torsion 
Castration droite. Radiothérapie post 
opératoire. Guérison de 2 
entation de malade), 

95, No. 1, 1952. 


ans % (prés 


Pediatrie 41: (4 


Tumors, Testicular 6785. 
Twelve cases of testicular tumors «« 


eurring during infaney and childhood, 


J. Pediat. 40: 192-199, Feb., 1952. 
Urethral Valve 6786. 


franc. pediat. 9: 65-71, No. 1, 1952, 
Urinary Tract. See No. 6510. 
Vaccinia 6787. Kempe, ©. H.: Passive in 
munity to vaccinia in newborn. = | 
Placental transmission of antibodies 
Yale J. Biol. & Med, 24: 328-333, Feb., 


1952. 


Vision, Testing 6788. Yasuna. F. R., & 
Green, L. S.: An evaluation of the 
Massachusetts vision test for visus! 
sereening of school children, Am. | 
Ophth. 35: 235-240, Feb., 1952. 


Vitamins 6789. Dresner, E., & White, |. 
C.: The biological action and clinica 
application of folie acid antagonists, 
Acta Haemat. 7: 117-127, Feb., 1952. 


Vitamin B,, 6790. Chinnock, R. F., & 
Rosenberg, H. W.: Results of adminis 
tration of vitamin B, to newborn i 
fants, J. Pediat. 40: 182-185, Feb., 1952 


Vomiting 6791. Kaplan, M., et al.: Etude 
clinique, radiologique et thérapeutique 
des vomissements du nourrisson, Ped 
atrie 41: 15-29, No. 1, 1952. 


Weber-Christian Syndrome. See Pannict 
litis. 

Whooping Cough 6792. Seelemann, K 
Keuchhustenbehandlung mit Aureom) 
cin, Monatsehr. Kinderh. 99: 444-447 
Dec., 1951. 


Baker, R.: Some 
advances in urologic surgery, 
America, pp. 311-323, 


Rusche, . 


Laubet, G., et al.: 
Quatre cas de valvules de |’ureétre 
postérieur chez le jeune garecon, Arch. 
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Abdomen, Musculature 6793. Martischnig, 
E.: Kongenitale Aplasie der Bauch- 
muskulatur, Wien. klin. Wehnschr. 64: 
116-119, Feb. 15, 1952. 


Acrodynia 6794. Holzel, A., & James, T.: 
Mercury and Pink Disease, Lancet 1: 
441-443, Mar, 1, 1952. 


6795. Mayer, M.: Zur Aetiologie der 
Feer’schen Krankheit, Arch. Kinderh. 
144: 58-63, No. 1, 1952. 

6796. Peluffo, E., & Vignale, R.: Acro- 
dinia intoxicacion mercurial y B.A.L., 
Arch, pediat. Uruguay 22: 803-809, 
Nov.-Dee., 1951. 


ACTH 6797. Lange, K., et al.: The influ- 
ence of ACTH and nitrogen mustard 
therapy on serum complement of pa- 
tients in the nephrotic stage, Bull. New 
York M. Coll, 14: 90-95, 1951. 


6798. Symposium: ACTH, cortisone and 
allied subjects, Pediatrics 9: 337-342, 
Mar., 1952, 

6799. Etheridge, E. M., & Hoch-Ligeti, 
C.: Lipid deposition in aortas in 
younger age groups following cortisone 
and adrenocorticotrophic hormone, Am. 
J. Path. 28: 315-319, Mar.-Apr., 1952. 

See No. 6901. 


Adrenal 6800. Buonocore, P.: Sindromi 
corticosurrenaliche, Pediatria 59: 851- 
862, No. 11-12, 1951. 


Adrenal Hyperplasia 6801. Wilkins, L., et 
al.: Further studies on the treatment 
of congenital adrenal hyperplasia with 
cortisone. 1. Comparison of oral and 
intramuscular administration of corti- 
sone, with a note on the suppressive 
action of compounds F and B on the 
adrenal, J. Clin. Endocrinol, & Metabo- 
lism 12: 257-276, Mar., 1952. 

6802. Wilkins, L., et al.: 2. The effects 
of cortisone on sexual and somatic de- 
velopment, with an hypothesis concern- 
ing the mechanism of feminization, J. 
Clin. Endocrinol. & Metabolism 12: 277- 
295, Mar., 1952. 


Agranulocytosis 6803. Lamy, M., et al.: 
Effet des transfusions de leucocytes 
dans un syndrome agranulocytaire de 

l’enfance, Sang 23: 1-12, No. 1, 1952. 


Allergy 6804. Ratner, B. Pathogenesis of 
allergy in infaney and childhood, Bull. 
New York M. Coll. 14: 54-69, 1951. 

6805. Perrault, M., & Baillet, J.: Syn- 
dromes allergiques et états hormonaux 
déductions thérapeutiques, Semaine 
hop. Paris 28: 855-861, Mar. 14, 1952. 


Allergy, Gastrointestinal 6806. Rosenblum, 
A. H., & Rosenblum, P.: Gastrointesti- 
nal allergy in infancy, Pediatries 9: 
311-319, Mar., 1952. 


Allergy, Milk 6807. Adams, H.: Unter 
suchungen zur gastrointestinalen Milch- 
allergie, Ztschr. Kinderh, 70: 419-440, 
No. 5, 1952. 


Amebiasis 6808. Goldenberg, C., et al.: A 
clinical report on amebiasis in infants 
under one year of age, J. Pediat. 40: 
290-297, Mar., 1952. 


Anemia, Hemolytic 6809. Ingham, W. N.: 
A familial crisis in congenital acholu- 
ric jaundice, Arch. Dis. Childhood 27: 
34-36, Feb., 1952. 

6810. Sturgeon, P., et al.: Chronic he- 
molytic anemia associated with thalas- 
semia and sickling traits, Blood 7: 350- 
357, Mar., 1952. 

6811. Wasserman, C. F., et al.: Chronic 
hemolytic anemia in a white child due 
to thalassemia and _ sicklemia, Pedi- 
atrics 9: 286-289, Mar., 1952. 

6812. Gasser, C.: Die himolytischen 
Syndrome im Kindesalter, Stuttgart, 
Germany, 1951, Georg Thieme Verlag, 
322 pp. 

6813. Levi, G. M.: Nuove vedute pato- 
genetiche sull’ittero emolitico tipo 
Minkowski-Chauffard, Minerva Med. 1: 


221-230, Feb. 6, 1952. 


Anemia, Mediterranean 6814. Silver, H. 
K.: Mediterranean anemia, California 
Med. 76: 162-164, Mar., 1952. 

6815. Frumin, A. M., et al.: Exogenous 
hemochromatosis in Mediterranean ane- 
mia, Pediatrics 9: 290-294, Mar., 1952. 

6816. Sarrouy, Ch., et al.: La thalas- 
sémie de l’enfant indigéne musulman 
algérien, Arch. franc. pédiat. 9: 140- 
147, No. 2, 1952. 

See Nos. 6810 and 6811. 
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Davis, L. J., 
non-Addisonian 
Practitioner 


Anemia, Megaloblastic 6817. 
& Brown, A.: The 
megaloblastie anemias, 


168: 223-234, Mar., 1952. 


Anemia, Prematurity 6818. Rossier, A., & 
Potiron, L.: L’anémie des prématurés 
son traitement préventif par les trans 

précoces et répétées, 


113-139, No. 2, 


fusions de sang 
Arch, frang. pédiat. 9: 


1952. 


Anemia, Sickle-Cell 6819. Gatto, L, & Pur 
razzella, G.: Ulteriori ricerche di 
genetica sulla drepanocitosi, Pediatria 
59: 789-798, No. 11-12, 1951. 

See No. 6811. 


Deming, M. van D.: 
Agents and techniques for induction 
of anesthesia in infants and young 
children, Anesth. & Analg. 31: 113-119, 
Mar.-Apr., 1952, 

6821. Hampton, L. J., et al.: Anesthesia 
for surgical correction of cardiorespira 
tory anomalies, Anesth. & Analg. 31: 
105-112, Mar.-Apr., 1952. 


Anesthesia 6820. 


Dods, L.: Pre-natal 


Anomalies 6822. ‘ 
Australia 1: 205-211, 


paediatries, M, J. 
Feb. 16, 1952. 
See No. 7020. 
Anomalies, Abdominal Musculature. 
No. 6793. 
Anomalies, Anorectal 6823. Hicks, J. D.: 
malformations of the uro 
rectum, Australian 
Surg. 21: 219-225, 


Congenital 
genital traet and 
& New Zealand J. 
Feb., 1952. 

Anomalies, Bladder 6824. Datten, B. M., & 
Barry, A.: The genesis of exstrophy 
of the bladder and epispadias, Am. J. 
Anat. 90: Jan., 1952. 


Anomalies, Eye 6825. Saltzman, 8. L., & 
Light, D. S.: Slit pupil associated 
with congenital aphakia, Bull. New 
York M. Coll. 14: 45-53, 1951. 


Anomalies, Genitourinary 6826. 
M.: Congenital obstruction of the 
urinary tract, M. Ann. District of Co 
lumbia 21: 123-129, Mar., 1952. 

See No, 6825. 

Anomalies, Skeletal 6827. Michel, L.: Un 
eas d’absence congénitale compléte du 
fémur adaptation tibio-cotyloidi 
enne progressive, Presse méd, 60: 256- 
257, Feb. 20, 1952. 

Anomalies, Skull 6828. 
Twohig, M. J.: 
permagna, Am. J. 
561, Apr., 1952. 

Anomalies, Umbilical 6829. Scalettar, H. 
E., et al.: Congenital entero-umbilical 
fistula due to a patent vitelline duct, 


J. Pediat. 40: 310-315, Mar., 1952. 


oo-ot,= 


Campbell, 


avec 


O’Rahilly, R., & 
Foramina parietalia 
Roentgenol. 67: 551 


6830. Gaudry, D.: Anomalies congé 
tales de l’ombilic, Union méd. Canada 


81: 31-35, Jan., 1952. 


Anomalies, Vascular 6831. Path. Case No. 

Patent ductus venosum, Case le 
ports Child. Mem. Hosp, Chieago 10: 
2067-2072, Mar., 1952. 

See No. 7015. 


675: 


Antibiotics 6832. Marshall, E. K., Jr: 
The dosage schedule of chemotherapeu 
tic agents, J. Pharmacol. & Exper. 
Therap. 4: 85-105, Mar., 1952. 

6833. Lipnik, M. J., et al.: 
and fungous infections, J. 
Dermat. 18: 247-260, Mar., 1952. 

See Nos. 6985, 6986, 6998, and 7022. 


Antibioties 
Invest. 


Aphasia, Congenital 6834. Gens, G. W., & 
Bibey, M. L.: Congenital aphasia: A 
ease report, J, Speech & Hearing Dis 
orders 17: 32-38, Mar., 1952. 


Appendicitis 6835. Bueci, U.: L’appendi 
cite acuta nella prima e seconda in 
fanzia, Pediatria 59: 838-845, No. 11 
12, 1951. 


Arteritis 6836. Path. Case No. 677: Kde 
ma, Case Reports Child. Mem, Hosp. 
Chicago 10: 2075-2078, Mar., 1952. 


Arthrogryposis 6837. Hillman, J. W., & 
Johnson, J. T. H.: Arthrogryposis 
multiplex congenita in twins, J. Bone 
& Joint Surg. 34A: 211-214, Jan., 1952. 

Ascites, Chylous 6838. Kessel, [.: Chylous 
ascites in infaney, Arch. Dis. Childhood 
27: 79-81, Feb., 1952. 

Asthma 6839. Royle, H.: 
ances in asthma, 
580, Mar. 15, 1952. 

6840. Zippel, L.: Erfahrungen mit einer 
konbinierten Therapie des kindlichen 
asthma Bronchiale, Arch. Kinderh. 144: 
26-52, No. 1, 1952. 


Athlete’s Foot 6841. 


X-ray appear 
Brit. M. J. 1: 577 


Spoor, H. P « Yar 
D.: A study of athlete’s foot inf 
tion in children, Bull. New York \ 
Coll. 14: 112-118, 1951. 


Aureomycin 6842. Siegel, A. C., et 
The rectal administration of aureor 
cin in children, New England J. M 
246: 447-449, Mar. 20, 1952. 

See Nos. 6961 and 6997. 

Autism. 6843. Stern, E.: A 
eas d’autisme ehez un 
Arch, frane. pédiat. 9: 
1952, 


propos ‘ 
jeune ent 


157-164, N« 


Azopyrine. See No. 6863. 

Blood Pressure 6844. Hahn, L.: The 
lation of blood pressure to weit 
height and body surface area in scl 
boys aged 11 to 15 years, Arch, 


Childhood 27: 43-53, Feb., 1952. 
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6845. Goldring, D., & Wohltmann, H.: 
Flush method for blood pressure deter- 
mination in newborn infants, J, Pediat. 
40: 285-289, Mar., 1952. 

6846. Hoen, E.: Die Messung des Blut- 
drucks beim Siiugling, Ztschr. Kinderh. 
70: 441-458, No. 5, 1952. 


Blood Regeneration 6847. Kiinzer, W., & 
Kiinzer, T.: Zur spontanen Himiglo- 
binbildung in Himoglobinlésungen aus 
Erythrocyten des Blutes junger Siug- 
linge, Klin. Wehnschr, 30: 217-219, 
Mar. 1, 1952. 


Bone, Leg Lengthening and Shortening 
6848. Pease, C. N.: Local stimulation 
of growth of long bones, J. Bone & 
Joint Surg. 34A: 1-24, Jan., 1952. 

See No. 6984. 

Bone Marrow 6849. Van Oye, E. L.: Re- 
cherches sur la composition de la 
moelle osseuse chez les enfants. 1, Le 
myélogramme normal, Rev. belge path. 
et méd, expér. 21: 355-369, Dee., 1951. 

Brain, Diseases of 6850. Penfield, W.: 


Cranial elues to intracranial abnormal- 


ity, Am. J. Roentgenol, 67: 535-550, 
Apr., 1952. 
Bronchiectasis 6851. Sanford, M. C.: Bron- 


chiectasis in children, Clin. Proe. Child. 
Hosp. Wash., D. C. 8: 43-48, Mar., 1952. 


Cat-Scratch Fever 6852. Charbonneau, H.: 
Quatre cas de maladie des griffes du 
chat & Montréal, Union Méd, Canada 
81: 123-128, Feb., 1952. 

Celiac Disease 6853. Chaptal, J., et al.: 
Syndrome coeliaque du nourrisson et 
lambliase intestinale étude métabolique, 
Arch. frang. pédiat, 9: 148-156, No. 2, 
1952, 

6854. Diemand-Meyer, J.: Die Zéliakie 
und ihre Behandlung mit Componenten 
des Vitamin B-Komplexes, Arch. Kin- 
derh. 144: 74-79, No. 1, 1952. 


Cerebral Hemorrhage 6855. Case 
Pediatric case reports, J. M. A. 
bama 21: 262-263, Mar., 1952. 

6856. Anderson, G. W.: Obstetrical fac- 
tors in cerebral palsy, J. Pediat. 40: 
340-375, Mar., 1952. 

Child Health 6857. Rembolt, R. R.: 
program for crippled children, J. 
M. Soe. 42: 171-177, Apr., 1952. 

Chloromycetin. See Nos. 6961 and 6962. 

Chondrodystrophia Calcificans. See No. 
6874. 

Chondro-osteo-dystrophy 6858. Farias, J. 
G.: Un easo de enfermedad de Mor- 
quio, Arch, pediat. Uruguay 22: 826- 
833, Nov.-Dee., 1951. 

Chvostek Sign 6859. Heyer, et al.: Note 

sur le signe de chvostek, Arch. frane. 

pédiat. 9: 179-181, No. 2, 1952, 


Report: 
Ala- 


Iowa’s 
lowa 
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Hare- 
modern trends in 


Soe. 53: 


Cleft Palate 6860. Robinson, D. W.: 
lip and cleft palate: 
management, J. Kansas M. 
114-116, Mar., 1952. 


Club Foot 6861. Elsner, W.: Warum 


friihes Behandlung beim angeboren 
Siuglingslumpfuss? Med, Klin. 46: 


1275-1277, Nov. 30, 1951. 


Coccidiodin Sensitivity 6862. Emmett, J.: 
Coecidiodin sensitivity among school 
children in Phoenix (skin test and x- 
ray survey), Am. J. Pub. Health 42: 
241-245, Mar., 1952. 

Colitis, Ulcerative 6863. Clin. Case No. 
673: Chronie diarrhea with mucus and 
blood, Case Reports Child. Mem. Hosp. 
Chicago 10: 2057-2061, Feb., 1952. 

Cortical Hyperostosis 6864. Bush, L. G., & 
Merrell, O. E.: Infantile cortical hy- 
perostosis, J. Pediat. 40: 330-333, Mar., 
1952. 

Cortisone. See Nos. 6798 and 7073. 


Coxsackie Virus 6865. Brown, C. M., et al.: 
Bornholm disease and coxsackie virus, 
Lancet 1: 445-446, Mar. 1, 1952. 


Cyst, Lung 6866. Debré, R., et al.: La 
pneumopathie bulleuse extensive sub- 
aigiie de 1’enfance, Semaine hdép. Paris 


28: 585-595, Feb. 26, 1952. 

6867. Debré, R., et al.: Les images 
bulleuses pulmonaires au cours des 
staphylocoecies du nourrisson, Semaine 
hop. Paris 28: 595-604, Feb. 26, 1952. 


Cyst, Nose 6868. Crawford, J. K., & Web- 
ster, J. P.: Congenital dermoid cysts 
of the nose, Plast. & Reconstruct. Surg. 
9: 235-260, Mar., 1952. 

Deafness 6869. Hedgecock, L. D.: Coun- 
selling the parents of accoustically 
handicapped children, Tr. Am. Acad. 
Ophth. 56: 66-72, Jan.-Feb., 1952. 

Diabetes 6870. De Rodriguez, M. L. S.: 
Empleo de la insulina N.P.H. en la 
diabetes infantil, Arch. pediat. Uru- 
guay 22: 846-854, Nov.-Dec., 1951. 

Diaper 6871. Latlief, M. A., et al.: Bac- 
teriostatic, germicidal, and sanitizing 
action of quaternary ammonium com- 
pounds on textiles, J, Pediat. 40: 324- 
329, Mar., 1952. 

Diarrhea 6872. Ividy, Gy.: Behandlung 
vin Diarrhée bei Séuglingen und Klein 
kindern mit Hagebuttenmehl und 
Hagebuttenextrakt, Ann. Paediat. 178: 
107-115, Feb., 1952. 

6873. Knezevie, S., & Knezevie, M.: 
Contribution a l’anatomie pathologique 
du syndrome neurotoxique des diar- 
rhées chez les nourrissons, Presse méd. 
60: 251-254, Feb. 20, 1952. 

Ductus Venosum. See No, 6831. 

Dysphagia, Lusoria. See Nos. 


6926. 


6896 and 
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Dysplasia Epiphysialis Punctata 6874. Sav- 
ignac, E. M.: Chondrodystrophia eal- 
cificans congenita, Radiology 58: 415 
120, Mar., 1952. 


Ectodermal Dysplasia 6875. Metson, B. F., 
& Williams, B. K.: Hereditary ecto- 
dysplasia of the anhidrotiec 
Pediat. 40: 303-309, Mar., 1952. 
Eczema 6876. Brain, R. T.: 
of eczema in infaney 
Post Grad. M. J. 28: 


1952, 


dermal 
ty pe, J. 


The problem 
and childhood, 
165-169, Mar., 


Electrocardiography 6877. Podio, R. B.: 
Vectocardiografia. 3. el veetocardio 
grama del nifio normal, Rev, argent. 
eardiol. 18: 265-276, Sept.-Oct., 1951. 

See No. 7008, 

6878. 


emphy séme 


Fontan, et al.: Vol 
umineux bulleux chez un 
enfant de 2 ans, Arch. frane. pédiat. 9: 
221-223, No. 2, 1952. 


See Nos. 6866 and 6867. 


Emphysema 


Emphysema, Mediastinal 6879. Verger, P.: 
Emphyséme médiastinal au cours de la 
rougeole, Arch, frane. pédiat. 9: 218 
219, No. 2, 1952. 

Empyema, See No. 7001, 


Encephalitis 6880. Asperger, H.: 
alitis im Kindesalter und 
tiinde, Wien. klin. Wehnsehr. 
175, Mar. 7, 1952. 

6881. Bovet, N., et al.: A 
deux cas d ‘encéphalite morbilleuse avee 
troubles psychiques, Rev. méd, Suisse 
Rom. 72: 98-108, Feb., 1952. 

6882. 
subaigiies 


Rom. 72: 


Enceph- 
Folgezus 


64: 171- 


propos de 


Van Bogaert, L.: Les eneéphalites 
actuelles, Rev. méd, 
69-87, Feb., 1952. 
Encephalitis, Measles 68835. Symposium— 
Measles encephalitis, J. Pediat. 40: 
383-392, Mar., 1952. 
Fibroelastosis 6884. Path. 
No. 671: Idiopathic cardiac hy- 
pertrophy, Case Reports Child. Mem. 
Hosp. Chicago 10: 2047-2052, Feb., 1952. 


Entero-umbilical Fistula, See No. 


Epilepsy 6885. DeFries, Z., & Browder, S.: 
Group therapy with epileptic children 
and their mothers, Bull. New York 
Acad. Med. 28: 235-240, Apr., 1952. 

6886. Zfass, I. S8.: Contemporary 
cepts in the diagnosis and management 
of epilepsy, Virginia M. Monthly 79: 
188-197, Apr., 1952. 

Erythema Multiforme 6887. Sander, F., & 
Huber, A.: Ectodermose érosive pluri 
oificielle bei poliomyelitis, Arch. Kin- 
derth. 144: 69-74, No, 1, 1952. 

Erythema Nodosum 6888. Johannessen, A. 
S.: Erythema nodosum and subsequent 

Acta tubere, seandinav. 

No. 1-2, 1952. 


Suisse 


Endocardial 


6829, 


con 


tuberculosis, 
26: 138-150, 


6889. 
sum, 


1952. 


Fry, J.: Familial erythema no/lo- 
Brit. M. J. 1: 529-531, Mar. 1, 


Erythroblastosis, Fetal 6890. Marsters, R. 
W., et al.: Efficacy of Rh hapten 
therapy in the prevention of erythro 

Am. J. Obst. & 

549-558, Mar., 1952. 


6891. Mollison, P. L., & Walker, W.: 
Controlled trials of the treatment of 
haemolytic disease of the newborn, 
Laneet 1: 429-433, Mar. 1, 1952. 


6892. Heyn, R. M., et 
studies in the newborn 
Erythroblastosis fetairs, 
327-332, Mar., 1952. 


6893. Sachs, H. W., & Trentmann, H.: 
zum Thema: P. Dahr: 


Bemerkungen 
Ist bei familiiirer Erythroblastose, be 
dingt dureh ABO-Unvertriiglichkeit, 
mit einer guten Prognose fiir A.-Kinder 
zu rechnen? Klin. Wehnschr. 30: 226, 
Mar. 1, 1952. 


6894. Falk, W.: Ueber Spiitfolgen am 
Zentralnervensystem nach sogennantem 
*«Kernikterus,’’ Wien, klin. Wehnschr. 
64: 149-151, Feb. 29, 1952. 

6895. Moullee, J.: La répartitior u 
facteur Rh dans les races humaines, 
Semaine hop. Paris 28: 720-725, Mar. 2, 


1952. 


blastosis, Gvynee. 63: 


Coagulation 
infant. 2. 
Pediatrics 9: 


al.: 


Esophagus, Atresia 6896. Langman, 
Oesophageal atresia accompanied by 
remarkable vessel anomaly, Arch. ¢| 
neerl. 4: 39-42, No. 1, 1952. 


6897. Ten Kate, J.: A method of sutur 
ing in operations for congenital oes 
phageal atresia, Arch. chir. 
43-47, No. 1, 1952. 

6898. McGarity, Wm. C., et al: ¢ 
genital atresia of the esophagus 
tracheo-esophageal fistula, duoder 
atresia, and other anomalies, A: 

135: 566-569, Apr., 1952. 


6947. 


neer l. 4 


Surg. 
See No. 


Feet, Deformities 6899. Bush, L. F.., 
Love, W. H.: Congenital deformit 
of the feet, GP 5: 65-69, Apr., 1952 
Feet, Flat 6900. Crego, C. H., & Ford, 
T An end-result study of var 
operative procedures for correcting 
feet in children, J. Bone & Joint 8 
34A: 183-195, Jan., 1952. 


Foreign Body, Bronchus 6901. MacGoug 
M. K., & Thorson, S. S.: ACTH 
aspiration of peanuts, Canad. M. A 
66: 371-372, Apr., 1952. 


Hinke! 


Foreign Body, Esophagus 6902. 
I 


Foreign bodies in the esophag 


Bull. Dan\ 


Pa. 4: 


Geisinger Mem, 
30-36, Feb., 


Hosp. 


1952. 
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Foreign Body, G.I. Tract 6903. 
D., & Musselman, M. M.: The manage- 
ment of foreign bodies in the alimen- 
tary tract, Ann. Surg. 135: 528-535, 
Apr., 1952. 

Fractures 6904. Odell, R. T.: Fractures in 
children, GP 5: 41-46, Mar., 1952. 
Fungus Infection 6905. Kaliski, S. R., et 

al.: Geotrichum in blood stream of an 
infant, J. A. M. A. 148: 1207-1209, 
Apr. 5, 1952. 
Fungus Infections, Antibiotics in, 6906. 
Woolridge, W. E.: Antifungal anti- 


bioties of clinical significance, South. 
M. J. 45: 351-354, Apr., 1952. 
Galactosemia. See No. 6910. 
Gastric Ulcer 6907. Rubell, E. B., et al.: 


A ease of perforated gastric ulcer 
manifested by hematemesis in an 8- 
week-old infant, J. Pediat. 40: 337- 
338, Mar., 1952. 

Gastroenteritis. See No. 7010. 

Gaucher’s Disease 6908. Stansbury, F., & 
Schwartz, S. O.: Gaucher’s disease in 
the Negro, Illinois M. J. 101: 145-146, 
Mar., 1952. 

Geotrichosis. See No. 6905. 

Glaucoma 6909. Forbes, S. B.: Buphthal- 
mos. Results from operative proce- 
dures particularly cycloidiathermy: re- 
port of six cases, Am. J, Ophth. 35: 
393-398, Mar., 1952 

Glomerulonephritis. See No. 6797. 

Glutamic Acid. See No. 6967. 

Glycogen Storage Disease 6910. Lange- 
wisch, Wm. H., & Bigler, J. A.: Dis- 
orders of glycogen metabolism, Pedi- 
atries 9: 263-279, Mar., 1952. 

Glycogenosis 6911. McGovern, J., et al.: 
Cardiae glycogenosis, Clin. Proe. Child. 
Hosp. Wash., D. C. 8: 57-63, Mar., 1952. 

Growth 6912. Simpson, 8. L.: The influ- 
ence of the endocrine glands on the 
development of the child, Pub. Health 
65: 93-96, Mar., 1952. 

6913. Tanner, J, M.: The assessment of 
growth and development in children, 
Arch. Dis. Childhood 27: 10-33, Feb., 
1952. 

Hearing 6914. Nielsen, S. F.: Group test- 
ing of school children by pure tone 
audiometry, J. Speech & Hearing Dis- 
orders 17: 4-7, Mar., 1952. 

Heart Disease, Congenital—Coarctation of 
Aorta 6915. Grotts, B. Coarcta- 
tion of the aorta in a child, U. S. 
Armed Forces M. J. 3: 585-589, Apr., 
1952. 

Heart Disease, Congenital—Dia gnostic 
Methods 6916, Himmelstein, A.., 
Cournand, A.: Cardiae catheterization 


in the study of congenital cardiovascu- 
lar anomalies, Am. J. Med, 
Mar., 1952. 


12: 349-356, 


Grekin, T. 
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6917. Deuchar, D. C.: Cardiae cathe- 
terization in congenital heart disease. 
2. Direct demonstration of a _ single 
ventricle, Guy’s Hosp. Rep. 101: 23-31, 
No. 1, 1952. 


6918. Mannheimer, E., et al.: Les com- 
plications de ]’angiocardiographie et du 
cathétérisme cardiaque, Cardiologia 19: 
337-359, No. 6, 1951. 


Heart Disease, Congenital—Ductus Arteri- 
osus 6919. Gross, R. E.: The patent 
ductus arteriosus, Am. J. Med. 12: 472 
482, Apr., 1952. 


Heart Disease, Congenital—Pulmonic Ste- 
nosis 6920. Beattie, E. J., Jr.: The 
surgical treatment of pulmonic steno- 
sis, M. Ann. District of Columbia 21: 
130-132, Mar., 1952. 

6921. Deuchar, D. C., & Zak, G. A.: 
Cardiae catheterization in congenital 
heart disease. 1. Four cases of pulmo- 
nary stenosis with increased pulmonary 
blood flow, Guy’s Hosp. Rep. 101: 1-22, 
No. 1, 1952. 


Heart Disease, Congenital—Roentgenology 
6922. Schaede, A., & Thurn, P.: Zur 
réntgenologischen Diagnose der ange- 
borenen Herzfehler mit vorspringendem 
Pulmonalisbogen, Fortschr. geb, Rént- 
genstrahlen 76: 306-316, Mar., 1952. 


Heart Disease, Congenital—Surgery 6923. 
Métianu, C., et al.: Bemerkungen zur 
klinischen Diagnose und zur operative 
Behandlung kongenitaler Herzfehler 
auf Grund von 1000 untersuchten und 
450 operierten Fallen. Parts 1 & 2, 
Arch. Kreislaufforsch. 18: 1-34, Feb., 


1952. 


Heart Disease, Congenital—Tetralogy 6924. 
Donzelot, E., et al.: Déductions chir- 
rurgicales titrées de l’étude de 54 
piéces anatomiques de tétralogie de 
Fallot, Semaine hép. Paris 28: 876-897, 
Mar. 18, 1952. 


Heart Disease, Congenital—Tricuspid 
Atresia 6925. Ross, C. F.: A case of 
tricuspid atresia with transposition of 
the great vessels, Arch. Dis. Childhood 
27: 89-94, Feb., 1952. 


Heart Disease, Congenital—Vascular Anom- 
alies 6926. Asherson, N.: Dysphagia 
lusoria: with a record of three cases, 
J. Laryng. & Otol. 66: 111-131, Mar., 
1952. 

6927. Path. Case No. 672; Noisy, diffi- 
cult breathing, Case Reports Child. 
Mem. Hosp. Chicago 10: 2053-2057, 
Feb., 1952. 

6928. Dolton, E. G., & Jones, H. E.: 
Congenital anomalies of the aortic 
arch, Lancet 1: 537-539, Mar. 15, 1952. 
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6929. Dagonet, Y.: Les anomalies de 
naissance des artéres coronaires rap 
port d’une observation de coronaire 
ynuche anormale, Arch. mal, eoeur. 45: 
7-20, Jan., 1952. 


Heart Murmurs 6930. Horland, A. H.: 


Significance of heart murmurs, GP 5: 
53-56, Mar., 1952. 
Hemiplegia 6931. Mitchell, R. G.: Venous 


thrombosis in acute infantile hemi 
plegia, Arch, Dis. Childhood 27: 95 
104, Feb., 1952. 

Cutillo, S.. & Seieuzo, 


Hemoglobin 6932. 
L.: L’emoglobina fetale nel primo 
anno di vita, Pediatria 59: S12-S20, No. 
11-12, 1951, 

Hemoglobinuria 6933. Sweetnam, W. P., 
et al.: Acute idiopathic paroxysmal 
cold haemoglobinuria of non-syphilitie 
type in a child, Brit, M. J. 1: 465-466, 
Mar. 1, 1952. 


Hydrocephalus 6934. 
Evaluation of 


Svien, H. J., et al.: 
seton’’ procedure in 
the treatment of infantile communiecat 


Pediat. 40: 298 


se 


ing hydrocephalus, dé. 
(02. Mar., 1952. 

Hydronephrosis 6935. Clin, Case No. 679: 
Mass in abdomen, Case Reports Child. 
Mem. Hosp. Chieago 10: 2082-2083, 
Mar., 1952. 

Hygroma, Cystic 6936. Clin. Case No, 678: 
Swelling in the neck, Case Reports 
Child. Mem, Hosp. Chieago 10: 2079 


2081, Mar., 1952. 


Immunization 6937. Howard, W. A.: Re 
eent advances in immunization prac 
tices, M. Ann, District of Columbia 21: 
136-143, Mar., 1952. 

6938. Parish, H. J.: Some 
immunity following injections of tox- 
oids, J. Roy, Army M. Corps 98: 95-98, 
Feb., 1952. 

6939. Blechmann, G.: Accidents in 
solites et graves A la suite d’une in 
jection d’anatoxine tétanique, Arch. 
franc. pédiat. 9: 194-196, No. 2, 1952. 

Immunology 6940. Leiser, B.: Akzelera 
tion und alterdisposition, Arch, Kin 
derh. 144: 11-16, No. 1, 1952. 


Intestine, Duplication 6941. Fecher, M. P., 
et al: Ileal duplications, Ann. Surg. 
135: 555-559, Apr., 1952. 


aspects of 


Intestine, Obstruction 6942. Emery, J. L.: 
The tryptic activity and presence of 
cornified squames in meconium as a 
diagnostic aid in eongenital intestinal 
obstruction, Areh. Dis Childhood 27: 
67-72, Feb., 1952. 

6943. Carletti, B., & Pellegrini, G.: Un 
easo di ernia paraduodenale sinistra in 
un lattante, Pediatria 59: 846-850, No. 
11-12,. 1951. 





Intravenous Therapy 6944. Gans, 8. L.: A 
technic for intravenous therapy in in- 
fants and children, Postgrad, Med. 11: 
235-239, Mar., 1952. 


Intussusception 6945. Flinger, H. M.: In- 
tussusception, Bull. Geisinger Mem. 
Hosp. Danville, Pa. 4: 12-15, Feb., 1952. 

6946. Path. Case No. 676: Mass in ab 
domen, Case Reports Child. Mem. Hosp, 
Chieago 10: 2073-2074, Mar., 1952. 


Jaundice. See No. 6951. 


Larynx, Atresia 6947. Heineken, H.: Bei 
trag zur angeborenen Kehlkopf-atresie, 
Frankfurt. Ztschr, Path. 63: 30-39, No 


1, 1952. 


Leukemia 6948. Sawitsky, A., et 
Treatment of aeute leukemia with 
anti-folic acid compounds (aminopterin 
and aminoanfol), Cancer 5: 344-353, 
Mar., 1952. 

6949. Maurice, P.: Les leueoses aigiies 
et chroniques de l’enfance et de l'ado 
lescence, Acta paediat. belg. 6: 5-52, 
No. 1, 1952, 

6950. Bernard, J., 


des leucoses 


& Mathé, G.: Etude 
aigiies de 1l’enfance 
traitées par l’association antifoliques 
cortisone, Sang 23: 12-27, No. 1, 1952. 


Liver, Fatty 6951. Holzel, A., & Sher, 
Familial joundice of the newborn 
sociated with hepatosteatosis, Arc! 
Dis. Childhood 27: 37-42, Feb., 1952. 


Liver, Function 6952. Ewerbeck, H.: Dic 
Bedeutung der Leberfunktion fiir die 
Serum-proteine, Ztsehr. Kinderh. 70: 
481-503, No. 5, 1952. 

Lobstein’s Syndrome. See No. 6981. 

Loeffier’s Syndrome. 6953. Crofton, J. W. 


et al.: Pulmonary eosinophilia, Thora 


7: 1-35, Mar., 1952. 
Lung, Cyst. 


Malnutrition 6954. Berridge, F. R., & Priv 
K. M.: Radiological studies of the 
alimentary tracts of undernourishe 
German children, Brit. J. Radiol. 25: 
145-151, Mar., 1952. 


Meconium Ileus 6955. Buchanan, D. J., 
Rapoport, S.: Chemical comparison 
normal meconium and meconium fro 
a patient with meconium ileus, Pe 
atrics 9: 304-310, Mar., 1952. 

See No. 6988, 


Megacolon 6956. Herrington, J. L., J 
The surgical management of Hirs« 
sprung’s disease, J. Tennessee M. 
45: 87-90, Mar., 1952. 

6957. Hansen, T.: Ueber die neuroch 
urgische Behandlung des kongenital: 
Magacolon, ihre Grundlagen 
klinischen Ergebnisse, Nervenarzt 2° 
9-17, Jan. 20, 1952. 


See Cyst, Lung. 
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6958. Guichard, et al.: La maladie de 
Hirschsprung; son traitement par le 
bromure_ d’acétyl-ss-méthylcholine, 
Arch, frang. pédiat. 9: 220-221, No. 2, 


1952. 


Meningitis 6959. Ainley-Walker, K. M. &., 
& Bosanquet, F. D.: The use of intra- 
thecal aureomycin in meningitis, Lancet 
1: 433-436, Mar. 1, 1952. 


Meningitis, Aerobic Spore-forming Bacillus 
6960. Boyette, D. P., & Rights, F. L.: 
Heretofore undescribed aerobie spore- 
forming bacillus in child with menin- 
gitis, J. A. M. A. 148: 1223-1224, Apr. 
5, 1952. 

Meningitis, H. Influenza 6961. Schoenbach, 
E. B., et al.: Treatment of H. influ 
enzae meningitis with aureomyein and 
chloramphenicol. Experience in thirty 
cases, Am. J. Med. 12: 263-276, Mar., 


1952. 


Meningitis, Influenzal 6962, Hall, G. C., 
Jr.. & Waddell, W. W., Jr.: Changing 
fashions in the treatment of influenzal 
meningitis, Virginia M. Monthly 79: 
206-208, Apr., 1952. 

6963. Symposium: Hemophilus influenzae 
meningitis, J. Pediat. 40: 376-383, Mar., 
1952. 


Meningitis, Streptococcus Faecalis 6964. 
Goldbloom, A. A., et al: Primary 
enterocoecic (streptococcus faecalis) 
meningitis, J. A. M. A. 148: 1026-1027, 
Mar. 22, 1952. 

Meningitis, Tuberculous 6965. Spingberg, 
J., & Granath, S.: Reflections concern- 
ing some cases of tuberculous men- 
ingitis, Acta tubere. scandinav. 26: 
120-130, No. 1-2, 1952. 

6966. Kircher, W.: Zur Friihdiagnose der 
tuberkulésen Meningitis beim Kinde, 
Wien. med. Wehnschr. 102: 186-191, 
Mar. 8, 1952. 

Meningo-encephalitis. See No. 6995. 

Mental Deficiency 6967. Oldfelt, V.: Ex- 
perimental glutamic acid treatment in 
mentally retarded children, J. Pediat. 
40: 316-323, Mar., 1952. 

Metatarsus Varus 6968. Sonnenschein, A.: 
Zur Torsion des Unterschenkels als 
Ursache einer seltenen Deformitit, 
Ztschr. Orthop. 81: 593-600, No. 4, 
1952. 

Methemoglobinemia 6969. Choremis, C., 
et al: Méthmoglobinémie chez un 
nourrisson de 34 jours par les nitrates 
d’eau de puits, Arch. frang. pédiat. 9: 
169-171, No. 2, 1952. 

Mongolism 6970. Hinrichs, R.: Zur Frage 
der Hiufigkeitszunahme der mongoloi- 
den Idiotie seit 1932, Arch. Kinderh. 

144: 52-57, No. 1, 1952. 
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Mononucleosis, Infectious 6971. Kalk, H.., 
& Ulbright: Ueber eine neurologische 
Komplikation bei der infektidsen Mon- 
onukleose, Deutsche med. Wehnschr. 
77: 397-398, Mar. 28, 1952. 

Morquio’s Disease. See No. 6858. 

Nephrosis 6972. Gitlin, D., & Janeway, C. 
A.: An immunochemical study of the 
albumins of serum, urine, ascitic fluid 
and edema fluid in the nephrotic syn- 
drome, J. Clin. Investigation 31: 223- 
230, Feb., 1952. 

Newborn. See Nos. 6829, 6951, 7012, 7013, 
and 7036, 

Newborn, Mortality 6973. The hazardous 
first month of life, Statist. Bull. 
Metrop. Life Ins. Co, 33: 1-4, Feb., 
1952. 

Newborn, Resuscitation 6974. Barns, H. H. 
F.: Mueus extractor for use on the 
newborn infant, Brit. M. J. 1: 598, 
Mar. 15, 1952. 


Newborn, Shock 6975. Wickster, G. Z.: 
Posthemorrhagie shock in the newborn, 
Am. J. Obst. & Gynee. 63: 524-537, 
Mar., 1952. 

Newborn, Surgery of 6976. Duckett, J. W.: 
Recent advances in surgery of infancy, 
South. M. J. 45: 333-337, Apr., 1952. 


Nutrition 6977. Rowntree, J. I.: The place 
of nutrition in the health education 
program, Am. J. Pub. Health 42: 293- 
298, Mar., 1952. 

Omphalocele 6978. Leddy, J. E., & Buck- 
wold, A. E.: Omphalocele. Case report, 
Canad. M. A. J. 66: 272-273, Mar., 
1952. 

Osteochondritis Dissecans 6979. Van De 
mark, R. E.: Osteochondritis dissecans 
with spontaneous healing, J. Bone & 
Joint Surg. 34A: 143-148, Jan., 1952. 

Osteochondrosis 6980. Herndon, ©. H., & 
Heyman, ©. H.: Legg-Perthes disease, 
J. Bone & Joint Surg. 34A: 25-46, Jan., 
1952. 

Osteogenesis Imperfecta 6981. Ottley, C. 
M.: Lobstein’s syndrome, Arch. Dis. 
Childhood 27: 105-106, Feb., 1952. 

Osteomyelitis 6982. Blanche, D. W.: Osteo- 
myelitis in infants, J. Bone & Joint 
Surg. 34A: 71-85/95, Jan., 1952. 

6983. Clin. Case No. 674: Limp and 
Fever, Case Reports Child. Mem. Hosp. 
Chicago 10: 2061-2062, Feb., 1952. 

6984. Dennison, W. M.: Unilateral limb 
lengthening associated with haematog- 
enous osteitis in childhood, Arch. Dis. 
Childhood 27: 54-59, Feb., 1952. 

Otitis 6985. Lewis, R. S., et al.: Penicillin, 
aureomycin and chloramphenicol in the 
treatment of acute otitis media, J. 
Laryng. & Otol. 66: 142-147, Mar., 


1952. 





Verwendung der 
Ohrenheilkunde, 
102: 125-126, 


6986. Kroath, F.: Die 
Antibiotika in der 
Wien. med. Wehnschr. 
Feb. 16, 1952. 


Pain, Insensitivity to 6987. Cerny-Wald- 
vogel, M.: Zur Frage der kongenitalen, 
generalisierten Schmerz-indifferenz 
Congenital universal indifference to 
pain ¢.u.i.t.p.) an Hand eines klinischen 
Falles, Ann. Paediat. 178: 65-82, Feb., 


1952. 


Pancreas, Fibrocystic Disease 6988. Nash, 

F. W., & Smith, J. F.: Fibrocystie dis- 
pancreas with meconium 
peritonitis at birth, Arch. Dis. Child- 
hood 27: 73-78, Feb., 1952. 


6989. 


ease of the 


Estimation of 
Brit. M. J. 


Gordon, I., et al: 
trypsin in duodenal juice, 
1: 463-465, Mar. 1, 1952. 

6990. LoPresti, J. M.: 
(fibroevstic disease of the 
Clin. Proe. Child. Hosp. Wash., 
8: 48-56, Mar., 1952. 

6991. Spirlein, 8.: Mekoniumileus ohne 
zystische Pankreasfibrose, Arch. Kin- 
derh. 144: 63-69, No. 1, 1952. 


Muecovy iscidosis 
pancreas), 
D. C. 


Para- 
france. 


Cl., et al.: 
Arch, 


Paralysis 6992. Launay, 
lvsie générale infantile, 
pédiat. 9: 183-188, No. 2, 

Paralysis, Periodic Hereditary 6993. Zieg 
ler, M. R., & MeQuarrie, I.: Hereditary 
periodic paralysis. 1. Effects of various 
induced changes in physiological state 
on paralytic attacks, metabolism: Clin. 
& Exper. 1: 116-128, Mar., 1952. 


6994. McQuarrie, I., & Ziegler, M. R.: 
Hereditary periodic paralysis. 2. Ef- 
fects of fasting and of various types 
of diet on occurrence of paralytic at- 
tacks, Metabolism: Clin. & Exper. 1: 
129-144, Mar., 1952. 

Parietal Foramina. See No. 6828. 

Parotitis 6995. Henderson, W.: Mumps 
meningo-encephalitis. An outbreak in 
a preparatory school, Lancet 1: 386- 
388, Feb. 23, 1952. 

Periarteritis 6996. Marie, J., et al.: Péri 
artérite nouveuse aiqgiie traitée par la 
cortisone, Arch. frang. pédiat. 9: 172- 
176, No. 2, 1952. 


Hasselmann-Kahlert, M.: 
whooping cough and 
Antibioties & 
Mar., 1952. 


Pertussis 6997. 
Observations on 
aureomycin treatment, 
Chemotherapy 2: 159-162, 

6998. Day, E., & Bradford, Wm. L.: 
Susceptibility of hemophilus paraper- 
tussis to certain antibioties, Pediatrics 
9: 320-326, Mar., 1952. 
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6999. Fisher, S., et al.: The haema; 
glutinin of haemophilus pertussis. 
Reactions and antibody response in 
babies and children following the a 
ministration of haemagglutinin  ad- 
sorbed on aluminium phosphate, Aus- 
tralian J. Exper. Biol. & M. Se. 29: 
425-432, Nov., 1951. 


Nichamin, S. J.: 
children, J. A. M. A, 
Mar. 22, 1952. 


Pleurodynia 7000. 
Pleurodynia in 


148: 1002-1004, 


Pneumonia 7001. Macaulay, D.: Pneumonia 
and empyema in children, Arch. Dis, 


Childhood 27: 107-111, Feb., 1952. 


Poisoning, General 7002, Alway, R. H.: 
‘* Accidental’’ ingestion of poisons 
childhood, Postgrad. Med. 11: 239-243, 
Mar., 1952. 

Poisoning, Lead 7003. Williams, H., et al.: 
Lead poisoning in young children, Pub. 
Health Rep. 67: 230-236, Mar., 1952 

Poliomyelitis 7004. LaBoccetta, A. C., & 
Dawson, K. E.: Priscoline in acute 
poliomyelitis, J. A. M, A. 148: 108 
1085, Mar. 29, 1952. 

7005. Burnet, F. M.: Poliomyelitis and 
Murray Valley encephalitis: A con 
parison of two neurotropic virus dis 

M. J. Australia 1: 169-175, Feb. 

9, 1952. 


7006. 


eases, 


Symposium—Possible relationship 
between paralytic poliomyelitis and 
subcutaneous injection of immunizing 
agents and other medicinal substances, 
Pediatries 9: 366-381, Mar., 1952. 

7007. Zeh, W.: Ueber ein verwiegend 
spastisches Syndrom bei Poliomyelitis 
Nervenarzt 23: 64-65, Feb. 20, 1952 

7008. Mulé, F., & Angelini, F.: Os 
servazioni sull’elettrocardiogramma di 
soggetti affetti da poliomyielite, Ped 
iatria 59: 799-811, No. 11-12, 1951. 

See No. 6887. 


Polyposis, Intestinal 7009. Wolff, H. H. 
Familial intestinal polyposis with pig 
mentation of lips, oral mucosa, fac‘ 
and digits, Lancet 1: 446-448, Mar. 1 
1952. 

Potassium Deficiency 7010. Williams, H. 
Potassium deficiency in entero-colitis ir 
infancy: its clinical features, treat 
ment and prevention, M. J. Austral 
1: 313-317, Mar. 8, 1952. 

Prematurity 7011. Carter, B., et al.: Th: 
prophylactic treatment of prematurity 
North Carolina M. J. 13: 109-114, Mar 
1952. 


Prenatal Influence 7012. 


Turpin, R., et al 
De 1|’influence sur les caractéres physi 
pathologiques de l’enfant de son rat 


l’age de ses pr 


aris 28: 747 


de naissance et de 
géniteurs, Semaine hop. 
749, Mar. 6, 1952. 








Prothrombin Complex 7013. Loeliger, A., & 
Koller, F.: Behaviour of factor VII 
and prothrombin in late pregnancy and 
in the newborn, Acta haemat. 7: 157- 
161, Mar., 1952. 


Pseudohermaphroditism 7014. Bentinck, R. 
C., et al: The familial congenital 
adrenal syndrome: report of 2 cases 
and review of the literature, Postgrad. 
Med, 2: 301-312, Apr., 1952. 


Pseudoxanthoma Elasticum 7015. Wolff, H. 
H., et al.: Vaseular abnormalities as- 
sociated with pseudoxanthoma elas- 
ticum, Arch. Dis. Childhood 27: 82-88, 
Feb., 1952. 


Psychiatry 7016. Cass, L. K.: Parent-child 
relationships and delinquency, J. Ab- 
norm. & Social Psychol. 47: 101-104, 


Jan., 1952, 


7017. Van Krevelen, D. Arn.: Kombini- 
erte Psychotherapie fiir Erzieher und 
Kind, Ztsehr. Kinderpsychiat. 19: 31-39, 
Feb., 1952. 

See No. 7033. 


Puberty, Precocious. See No. 7064. 


Purpura 7018. Corcos, A., et al.: Purpura 
hémorragique au cours d’une hépatite 
tuberculeuse aigiie, Arch. franc. pédiat. 
9: 177-179, No. 2, 1952, 


Rabies 7019. Starr, L. E.: What the phy- 
sician should know about rabies, South. 
M. J. 45: 370-374, Apr., 1952. 


Radiation Injury 7020. Russell, L. B., & 
Russell, W. L.: Radiation hazards to 
the embryo and fetus, Radiology 58: 
369-377, Mar., 1952. 


Rectum, Rupture 7021. Windsor, H. M.: 
Rupture of the rectum due to indirect 
violence, Brit. J. Surg. 39: 373, Jan., 
1952. 

Reticuloendotheliosis 7022. Bierman, H. R., 
et al.: The ameliorative effect of anti- 
biotics on nonlipoid reticuloendothelio- 
sis (Letterer-Siwe disease) in identical 
twins, J. Pediat. 40: 269-284, Mar., 
1952. 

7023. Zeldenrust, J.: Die Pathologie der 
Retikulosen, Acta haemat. 7: 161-172, 
Mar., 1952. 


Retrolental Fibroplasia 7024. Szewezyk, T. 
S.: Retrolental fibroplasia. Etiology 
and prophylaxis, Am. J. Ophth. 35: 
301-311, Mar., 1952. 


7025. Ryan, H.: Retrolental fibroplasia, 
Am. J. Ophth, 35: 329-342, Mar., 1952. 


Rickets 7026. Scheer, K.: Ueber die Bes- 
timmung der Wirksamkeit von Ra- 
chitismitteln, Med. Klin. 47: 184-186, 
Feb. 8, 1952. 
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Ringworm 7027. Kligman, A. M.: The 
pathogenesis of tinea capitis due to 
Microsporum audouini and Micro- 
sporum canis, 1. Gross observations 
following the inoculations of humans, 
J. Invest. Dermat. 18: 231-246, Mar., 


1952. 


Rubella 7028. Blankstein, S. S., & Feiman, 
L. H.: Macular pigmentation following 
maternal rubella, Am. J, Ophth. 35: 
408-411, Mar., 1952. 


Salmonella Infection 7029. Henckel, H., & 
Renz, G.: Erkrankung durch Salmo- 
nella panama bei Siiuglingen und 
Kindern, Deutsche med. Wehnschr. 77: 
326-329, Mar. 14, 1952. 


Scoliosis 7030. Arkin, A. M.: Prophylaxis 
of scoliosis, J. Bone & Joint Surg. 34A: 
47-54, Jan., 1952. 


Sex 7031. Ames, L. B.: Sex behavior and 
sex interest in children, J. Social Hyg. 
38: 106-115, Mar., 1952. 


Sinusitis 7032. Birrell, J. F.: Chronic max- 
illary sinusitis in children, Arch, Dis. 
Childhood 27: 1-9, Feb., 1952. 


Social-Medical Survey 7033. Thwaites, E. 
J., & Sutherland, I.: A method of as- 
sessing maternal efficiency for socio- 
medical surveys, Arch. Dis. Childhood 
27: 60-66, Feb., 1952. 


Speech 7034. Bakwin, R. M., & Bakwin, 
H.: Cluttering, J. Pediat. 40: 393-396, 
Mar., 1952. 

7035. Bloomer, H., et al.: Speech d 
fects in children, Pediatrics 9: 343-35 
Mar., 1952. 

Stomach, Duplication 7036. Berg, H. F., & 
Marx, K.: Duplication of the stomach, 
J. Pediat. 40: 334-336, Mar., 1952. 


e- 
5, 


Syphilis 7037. Kitchen, M.: An approach to 
congenital syphilis through the case 
study method, Pub. Health Nursing 44: 
201-202/212, Apr., 1952. 

7038. Wallace, H. M., et al.: The pre- 
vention and management of congenital 
syphilis in New York City, New York 
J. Med. 52: 731-732, Mar. 15, 1952. 


Teeth 7039. Miller, C. D.: Enamel erosive 
properties of fruits and various bever- 
ages, J. Am. Dietet. A. 28: 319-324, 
Apr., 1952. 

7040. Jordan, W. A.: Fluoridation of 
water and its relation to reduction of 
dental caries, Minnesota Med. 35: 225- 

230 & 265, Mar., 1952. 


Terramycin 7041. Kutscher, A. H., et al.: 
Reactions following the use of terra- 
mycin troches: A controlled study, J. 
Allergy 23: 177-182, Mar., 1952. 
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Therapy, Dosage 7042. Augsberger, A.: 
Faustregel fiir die Arzneidosierung bei 
Kindern, Med. Klin. 47: 14-17, 


1952. 


Thrombasthenia 7043. André, A.: Con- 
tribution a l’étude de la thrombas- 
thénie, Sang 23: 54-62, No. 1, 1952. 

Thrombosis. See No. 6931. 

Toxoplasmosis 7044. MHoltermiiller, K., & 
Herzog, W.: Zur Toxoplasmose, Arch. 
Kinderh. 144: 1-11, No. 1, 1952. 


Tracheo-bronchitis 
Acute 
16-42, 


7045. Negus, V. E.: 
tracheo-bronchitis, Thorax 7: 
Mar., 1952. 


Tuberculosis 7046. Friedman, E., & Silver 
man, I.: Use of BCG vaccine in a new 
diagnostie test for tuberculosis, Pediat- 
ries 9: 280-285, Mar., 1952. 

7047. Chas.: Tuberculosis— 
an incident or a disease? Edinburgh 
M. J. 59: 143-155, Mar., 1952. 

7048. Kollberg, G.: An unusual case of 
tuberculosis of the knee joint, Acta 
orthop. scandinav. 21: 228-236, No. 3, 
1951. 

7049. Foley, A. R., & 
BCG vaccination as a public health 
measure in the province of Quebec, 
Canad. J. Pub. Health 43: 43-46, Feb., 
1952. 

7050. Price, D. S.: A tuberculin survey 
in Treland, Trish J. M. Se. 6th series, 
pp. 85-91, & 84, Feb., 1952. 

7051. Secehmid, F.: Mesenchymale De 
rivative und Tuberkulinallergie, Ztschr. 
Kinderh. 70: 459-469, No, 5, 1952. 

7052. Von Deschwanden, J.: Misserfolge 
bei der BCG-Impfung, Schweiz, med. 
Wehnschr. 82: 283, Mar. 15, 1952. 

7053. Depperu, E.: 
trattamento della 
eon il tiosemicarbazone, 
821-837, No. 11-12, 1951. 

7054. Gerbeaux, J., & Baique, Ch.: Re- 
marques sur la surveillance radiologique 
et clinique des tuberculoses miliaires 
durant leur convalescence, Semaine 
hép. Paris 28: 620-623, Feb. 26, 1952. 

7055. Marie, J., et al.: La fistulisation 
ganglionnaire endobronchique au cours 
de la tubereculose initiale de 1]’enfant, 
Semaine hép. Paris 28: 605-619, Feb. 


26, 1952. 


Cameron, 


Desjardins, R.: 


Osservazioni_ sul 
tubercolosi infantile 
Pediatria 59: 


7056. Fourestier, M., et al.: Efficacité du 

BCG. Qualité et durée de 1|’allergie 
post-vaccinale, Presse méd, 60: 325-327, 
Mar. 5, 1952. 


Eiselsberg, F.: 
Schwierickeiten der Friihdiagnose der 
kindlichen tuberkulésen Wirbelerkran 
kung, Wien. med. Wehnsehr. 102: 215- 
917, Mar. 22, 1952. 


Tuberculosis, Spine 7057. 


Jan, 4, 


Tumors, Bone 7058. Purcell, H. M., et al.: 
Osteoid osteoma in childhood, Pediat 
rics 9: 295-303, Mar., 1952. 

Tumors, Face 7059. Maxwell, J. H.: Tu 
mors of the face and neck in infancy 
and childhood, South. M. J. 45: 292 
299, Apr., 1952, 

Tumors, Jaw 7060. Girdwood, W.: Jaw 
tumours. 1. Malignant tumours, Sout! 
African M. J. 26: 148-152, Feb. 23, 
1952. 

7061. Battle, R. J. V., et al.: Pigmented 
adamantinomata, Brit. J. Surg. 39: 368 
370, Jan., 1952. 

Tumors, Lung 7062. Lelourd, R., & Clara 
F.: Le cancer du poumon chez |’erfant, 
Semaine hép. Paris 28: 155-159, Supp. 
Feb. 26, 1952. 

Tumors, Neck. See No. 7059. 

Tumors, Ovarian 7063. Case 38112—pre 
sentation of case, New England J. Med. 
246: 424-426, Mar. 13, 1952. 

Tumors, Testicle 7064. Newns, G. H.: Pre 
eocious sexual development due to an 
interstitial-cell tumour of the testis, 
Brit. J. Surg. 39: 379-381, Jan., 1952. 

Ultraviolet Irradiation 7065. Urban, N., & 
Normann, D.: Klinische Erfahrungen 
mit der Ultra-violett-raumbestrahlung 
bei Sa&uglingen, Arch. Kinderh. 144: 17 
26, No. 1, 1952. 

Urinary Tract 7066. Higgins, T. T., et al.: 
The urology of childhood, St. Louis, 
1951, The C. V. Mosby Co., 286 pp. 

See No. 6826. 

Urinary Tract, X-ray 7067. Silverman, F. 
N.: Urologic problems in pediatric 
x-ray diagnosis, Radiology 58: 325-337. 
Mar., 1952. 

Urography 7068. Berg, O. C., & Allen, D. 
H.: Use of carbonated beverage as an 
aid in pediatric excretory urography, 
J. Urol. 67: 393-396, Mar., 1952. 

Urticaria, Papular 7069. Botter, A. A.: Der 
Strophulus als Infektionskrankeit, Der- 
matologica 104: 87-101, No. 2, 1952. 

Vaccination 7070. Lelong, M., & Ramon, 
J.: Essais de vaccination antivariolo- 
que a l’aide d’un vaccin formolé, 
Presse méd. 60: 265-266, Feb. 23, 1952. 

Varicella 7071. Gillespie, J. B., & Porter, 

Complications of varicella. 
Gangrene or cellulitis occurring simul- 
taneously in three members of a family, 
Arch. Pediat. 69: 51-60, Feb., 1952. 

Vertebra Plana 7072. Schmid, G.: Vertebra 
plana totalis, Fortschr. geb. Réntgen- 
strahlen 76: 358-361, Mar., 1952. 

Waterhouse-Friderichsen Syndrome 7073. 
Harvey, H. P. B.: A case of Water- 
house-Friderichsen syndrome with re- 
covery following the use of cortisone, 
aqueous adrenal cortical extract and 
chemotherapy, M. J. Australia 1: 222- 
224, Feb. 16, 1952. 
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